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From the standpoint of their incidence, 
malignant tumors of the female genital 
tract constitute one of the major forms of 
cancer. Thus, in an analysis of 17,635 ad- 
missions for cancer at the Charity Hospital 
between 1928 and 1937 we find that 27 per 
cent of the material is made up of neoplasms 
of the female pelvic organs. Furthermore, 
a study of the 7,630 admissions for cancer 
of the cervix in the period 1904-1944 dem- 
onstrates a steady upward trend in the 
absolute number of women coming in for 
treatment. The high morbidity, the pro- 
longed suffering, and the great loss in life, 
render this particular group of tumors of 
marked importance in general medicine. 
Fortunately, there are sound reasons for 
believing that alertness in diagnosis fol- 
lowed promptly by correct treatment can 
offer a very hopeful outlook. Radiation 
therapy has made substantial contributions 
to the progress in this field, and in the pres- 
ent report we propose to discuss the general 
principles of treatment observed in the ir- 
radiation of these tumors. 

The anatomic distribution of the cases 
seen in the Division of Therapeutic Radi- 
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ology since 1938 is shown in table 1. This 
should not be taken as representative of the 
distribution in unselected material, since the 
TABLE 1 
CHARITY HOSPITAL 
DIVISION OF THERAPEUTIC RADIOLOGY 
GYNECOLOGIC CANCER 
19358-1947 

No. of 

Cases 
Carcinoma of cervix 1600 
Endometrial carcinoma 98 
Chorioepithelioma 12 
Endometrial sarcoma 7 
Leiomyosarcoma of uterus 16 
Carcinoma of Fallopian tube 4 
Carcinoma of vagina 33 
Ovarian carcinoma 80 
Other ovarian tumors 23 
Carcinoma of vulva 18 
Carcinoma of Bartholin gland 1 
Carcinoma of urethra 6 


Total 1898 


cases were referred to us specifically for 
the purpose of receiving radiation therapy; 
obviously, the patients handled exclusively 
by operation remained in the gynecologic 
services. There is no doubt, however, re- 
garding the predominance exhibited by car- 
cinomas of the cervix. They are five times 
as frequent as all other tumors put together. 
As indicated in table 2, with variations in 
TABLE 2 
RACIAL DISTRIBUTION 

Negro White 

Per cent Per cent 
Vulvar carcinoma 89 11 
Fallopian carcinoma 75 25 
Uterine sarcoma 70 30 
Urethal carcinoma 67 33 
Cervical carcinoma 66 34 
Ovarian tumors 60 40 
Endometrial carcinoma 43 57 
Chorioepithelioma 42 58 
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the racial distribution occur, depending on 
the type of neoplasm, and we are impressed 
by the fact that, except in endometrial car- 
cinoma and chorioepithelioma, negroes are 
in the majority. These features have been 
previously commented upon by several 
writers (Jeff Miller, Johnson and Tyrone, 
Graffagnino and McFettridge). 


METHOD OF TREATMENT 


The scope and usefulness of radiation 
therapy in dealing with these tumors varies. 
(See Table IV). The method of treatment to 
be chosen depends on several factors which 
can be defined only by discussion of the in- 
dividual neoplasms. In general, both radical 
operations and radical irradiation, inde- 
pendently or in combination, can, under cer- 
tain circumstances, bring about permanent 
control in a proportion of the cases. Empha- 
sis should be placed on the radical concept of 
treatment. While it is true that we have 
all seen patients occasionally recover fol- 
lowing incomplete operations and inade- 
quate radiation therapy, it is self-evident 
nevertheless that the maximum achieve- 
ment is dependent on rigorous application 
of the more extensive and thorough thera- 
peutic procedures. In almost every instance 
loss of efficiency means loss of life. 

The treatment of choice in carcinoma of 
the cervix in all forms of the disease is 
radiation therapy. This presupposes that 
the method of irradiation to be employed is 
capable of yielding optimum results. Obvi- 
ously, a single capsule of radium inserted in 
the cervical canal for a period of 24 hours, 
more or less, does not belong in this cate- 
gory. The correct plan of treatment implies 
complete diagnosis and thorough irradia- 
tion. This includes radium application, with 
a field intensity of gamma radiation encom- 
passing the whole primary tumor and its 
immediate neighborhood, and external x-ray 
therapy, administered with the intent of 
irradiating adequately all potential tumor 
sites in the lateral half of the parametria 
and the nodes along the pelvic wall. By com- 
plete diagnosis is meant not only that a his- 
tologic report should be available, but also 
that we should have full data on the ana- 
tomic extent of the disease, as far as this 
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can be determined by clinical examinaiion, 
on the gross architecture of the neoplasm, 
on the degree of infection, on the status of 
the urinary tract, and on the existence of 
systemic complications and conditions that 
may influence the outcome of treatment. 
The primary morbidity and immediate mor. 
tality are greater in the presence of infec- 
tion. In addition the proportion of cases salv- 
aged is substantially lower. Weknow that in- 
fection is a bar to effective treatment and 
efforts must be made to assess its severity 
initially and to institute measures for its 
control. Fortunately, radiation itself in the 
form of preliminary x-ray is efficacious for 
this purpose and in recent years the avail- 
ability of chemotherapy has constituted an [ 
important advance in the management of [ 
inflammatory complications. Fungating f 
tumors, even though alarming in appear- 
ance, are more readily controlled than in- 
filtrating tumors or those that have formed 
acrater. A urological survey is an essential 
step in the study of the case. The spread 
of cervical cancer along the parametria pro- 
duces encirclement and compression of the 
ureters. There is some degree of obstruc- 
tion present on one or both sides in about 
half of the cases on admission. Severe 
hydronephrosis and urinary infection are 
not uncommon findings. Presence of either 
or both makes the life expectancy of the 
patient rather brief. Treatment should be 
undertaken, nevertheless, since suppression 
of the disease remains possible. Anemia is 
a frequent problem and must be corrected 
by transfusion and medication. The age of 
the patient should be taken into considera- 
tion. Infection is more frequent in younger 
women and exacerbations of silent latent in- 
fections is not uncommon. In older women 
arteriosclerosis and diabetes may cause suf- 
ficient vascular changes to make full dosage 
unusually dangerous. The presence of 
syphilis seems to be an unfavorable factor. 
The clearest objective finding for prognos- 
tic purposes is the anatomic extent of the 
disease, and there is nothing more striking 
than the correlation between the chance for 
recovery and the grouping of the cases ac- 
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cording to the League of Nations classifica- 


tion. Table 3 shows the results obtained in 
TABLE 3 
CARCINOMA OF THE CERVIX 
JUNE 1, 1940—MAY 81, 1941 
COLORED WOMEN 
Absolute 
five year 
Survival 
No. of Sur- rate 
Cases vivors per cent 
Stage I 7 6 86 
II 39 20 51 
Ill 62 19 30 
IV 11 1 9 
Recurrences and 
prophylactic 7 4 57 
Total 126 50 40 


colored patients treated subsequent to the 
period covered in our last report. Contrary 
to our former impression, we see that the 
absolute salvage in the negro can match the 
one obtained in any series of white patients 
whenever there is no great disparity in the 
quality of the initial material. 


It may be stated, perhaps somewhat 
dogmatically, that two radium technics 
yield optimum results, that of Regaud and 
Lacassagne, or that of Forsell and Heyman, 
and we believe that a considerable improve- 
ment in the results of treatment would be 
achieved generally if either one of these 
technics was adopted to the exclusion of all 
others. Implantation of radium needles in 
the periphery of the cervix as a routine 
method is associated with greater immedi- 
ate danger and a higher incidence of late 
complications without a corresponding im- 
provement in the end results. The same is 
true of radon implants, even when an effort 
is made to distribute the radiation sources 
far laterally in the parametria. Careful 
physical studies have been made by Arne- 
son, Lucas, Mayneord, Sandler, Neary, 
Nolan and Quimby, and others, showing 
that no matter how the radium is dis- 
tributed in the cervix, vaginal vault, or the 
parametria, the amount of gamma radiation 
reaching the lateral half of the parametria 
and pelvic wall lies below the effective 
dosage required for the destruction of ex- 
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tension of the tumor in these regions. The 
apparent superiority of the Pitts and Water- 
man technic when compared with others lies 
in the fact that therates of recovery for each 
stage apply to the Schmitz classification 
and not to the League of Nations classifica- 
tion. Interstitial radiation does have a lim- 
ited field of usefulness, as in cases with 
complete occlusion of the cervical os, in car- 
cinoma of the stump with a very short 
cervical canal, and in the treatment of re- 
currences. Intravaginal x-ray therapy ordi- 
narily is a poor substitute for a good intra- 
cavity radium technic. It must be em- 
ployed, however, if infection prevents 
radium therapy. The massive dose technic 
of radium therapy developed by Burman in 
Baltimore and Bailey and Healy in New 
York yield less satisfactory results and are 
associated with a somewhat greater inci- 
dence of undesirable sequels (late ulcera- 
tion of the bladder). The value of the two 
preferred technics is enhanced by variation 
of the distribution of the radioactive foci in 
accordance with the individual require- 
ments of the case, which is made possible 
by pre-calculation of the tissue dose. It is 
evident that a stenosed vagina cannot re- 
ceive the same exposure in mgm. hours as 
a fungating tumor with a wide vaginal 
vault, without over-treating in the first in- 
stance or under-treating in the second in- 
stance, according to which is made the basis 
for comparison. The alarming recent re- 
ports as to the frequency of intestinal and 
bladder complications, as well as on the ex- 
hausting effects of external x-ray therapy, 
are consequent to the employment of tech- 
nics which ignore the real purpose of x-ray 
therapy in combination with intracavitary 
radium therapy. Given adequate irradia- 
tion in the central zone of the pelvis with 
a radium application, the sole object of 
x-ray therapy is to supplement the areas of 
defective dosage along the lateral half of 
the parametria and in the region of the 
pelvic walls. From an analysis of the inci- 
dence of pelvic node metastasis in operative 
and autopsy material, it has been estab- 
lished that metastases occur with any de- 
gree of frequency in curable patients only 
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in the so-called stage I lymphatic-spread re- 


gion. This includes the hypogastric nodes, 
the obturator nodes and the so-called prin- 
cipal nodes of Leveuf and Godard. Exten- 
sion to the sacral nodes is rare. Invasion 
of the nodes of the promontory and of the 
lumbar nodes is beyond the scope of cura- 
tive irradiation. For these reasons, external 
pelvic irradiation should have a restricted 
goal, as previously indicated, and this goal 
can be attained with the employment of 
small fields, anteriorly and posteriorly, so 
directed that the cervix itself, the rectum 
and bladder, and the femoral necks do not 
lie in the path of the x-ray beams. Only a 
small volume of intestine is directly irradi- 
ated. In this manner the incidence of pri- 
mary irritative reactions in the intestinal 
and urinary tracts, and late sequels can be 
kept at a minimum; in fact, the incidence 
can be made negligible. Furthermore, with- 
out sacrificing the true purpose of the ex- 
ternal treatment, the systemic effects can 
be reduced so that the patient, instead of 
becoming exhausted, improves during the 
course of treatment; this follows from the 
reduction of the total amount of energy that 
the body has to handle. It may be added 
that this technic is feasible with ordinary 
200 kilovolt equipment, provided long dis- 
tances and heavy filtration are employed. 
The required dosage need not exceed 3000 
r at the tumor region when the treatment 
is delivered over the course of 24 to 30 days. 


Carcinomas of the urethra and vagina 
are principally problems for radiation 
therapy. In relatively limited carcinomas 
of the urethra and vagina, control of the 
disease can be obtained using an interstitial 
radium implant by the method of Paterson 
and Parker and administering approximate- 
ly 6000 r (gamma) in seven days. This 
should be supplemented by external x-ray 
therapy as in carcinoma of the cervix. Of 
the 33 carcinomas of the vagina, half were 
treated more than three years ago and of 
these seven have had three year arrest of 
the disease. Although the number of cases 
is small, this proportion of control] is con- 
siderably more encouraging than the fig- 
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ures given in the literature (illustrat ve 
case given below). 


CASE NO. 1 

Carcinoma of the vagina: Mrs. J. C. W., a white 
female, 53 years of age, was admitted December 
12, 1940 with an ulcerated mass of the posterior 
vaginal wall continuously infiltrating along the 
sacro-uterine ligaments to the hollow of the sac- 
rum. The posterior vaginal fornix and the cervix 
itself were free of tumor. Biopsy showed squamous 
cell carcinoma. Because of the infiltration of the 
rectovaginal septum, a colostomy was performed 
following external x-ray therapy, which delivered 
2000 r in air to each of six pelvic fields between 
December 16, 1940 and January 20, 1941. On March 
18, 1941 a single plane implant was made in the 
posterior vaginal wall using an exposure of 1950 
mghrs. of radium in a period of five days. The 
tumor disappeared and the patient remained well 
at her last follow-up visit on April 17, 1947 at 
which time closure of the colostomy was recom- 
mended. The survival period in this case is six 
years and four months. 

Endometrial carcinoma occurs predomi- 
nantly in women past the menopause and 
tends to be confined to the uterus for long 
periods of time. Histologically it is an 
adenocarcinoma with varying degrees of 
maturity. In cases that remain operable 
panhysterectomy with removal of the ad- 
nexa gives a salvage of between 50 and 60 
per cent in five years. There is consider- 
able evidence to indicate that this figure 
can be improved 10 to 15 per cent by com- 
bining surgery with radium therapy. It is 
generally agreed that the best method of 
managing this lesion is to introduce radium 
into the uterine cavity at the time of diag- 
nostic curettage and to leave it in for an 
exposure of 3600 to 4000 mghrs. The sur- 
gical procedure should then be performed 
six weeks later, and after convalescence 
external x-ray therapy should be instituted. 
Much doubt has been cast on the utility of 
the radium therapy, since approximately 
half of the surgical specimens show residual 
cancer. As a matter of fact, in our own 
experience only nine of 30 patients showed 
no residual cancer. This apparent failure 
is difficult to interpret since patients who 
receive radiation alone show the same sal- 
vage rate as those treated exclusively by 
operation. In this connection it is well to 
mention that increasing the exposure to 
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' even high levels (9000 mghrs. or more) as 


was done by Friedman and his co-workers 
is not necessarily associated with better 
eradication of the disease. It is necessary 
to consider the duration of the application, 
since typically adenocarcinomas are more 
effectively controlled by crowding of the 
dosage; an exposure of 4500 mghrs. for in- 
stance, may be more effective than one of 
9000 mghrs. if the first is given within 48 
hours and the second over a period of seven 
days or more. Without a doubt the Swedish 
school has brought the technic of radium 
therapy for fundal carcinoma to its highest 
efficiency, and report the best results. 

Because of the age distribution, a consid- 
erable proportion of cases of fundal carci- 
noma are inoperable on clinical grounds, 
that is, the uterus is technically removable 
but intercurrent disease makes the patient 
unsuitable for radical surgery (marked 
obesity, hypertension, diabetes, or heart 
disease). Under these circumstances reli- 
ance must be placed entirely on adequate 
radiotherapy. This includes a radium ap- 
plication by the method of Heyman or 
Hurdon, followed in a month by external 
x-ray therapy. As previously stated, the 
results under these circumstances are 
equally as good as those of surgery alone. 
In a third group of cases, the disease has 
become too extensive for operative inter- 
ference and such have to be treated by radi- 
ation, using either the combined method as 
for technically operable cases whenever pos- 
sible, or external x-ray therapy alone, for 
palliative purposes. The group of patients 
treated by us more than five years ago is 
too small to give representative figures, but 
examples of our plan for the management 
of these cases are given below. 

CASE NO. 2 

A colored female, 57 
years of age, was admitted December 9, 1943 with 
a history of profuse vaginal hemorrhage for five 
days; menopause 10 years before. Physical exam- 
ination revealed a well developed, obese colored 
female, blood pressure 210/170, the heart was en- 
larged outside the midclavicular line with an 
apical systolic murmur and occasional extrasystole 
was heard. The abdomen was large, no masses were 
palpable. Pelvic examination revealed a smooth, 
normal appearing cervix with a small uterus. 


Endometrial carcinoma: 
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There was bleeding from the external os. Hemo- 
globin 65 per cent, RBC 3.2 million. Four days 
after admission a D. & C. was done. Biopsy 
report: papillary adenocarcinoma. The patient 


received radium therapy in the form of a tandem 
in the corpus in two applications from January 
1, 1944 to January 6, 1944 for an exposure of two, 
750 mghrs, and again from January 7, 1944 to 
January 9, 1944 for the same amount, the total 
exposure being 5500 mghrs. The patient was re- 
admitted on April 18, 1944 for a contemplated 
hysterectomy. At the time of laparotomy April 
21, 1944 the uterus was found to be small, firm, 
and contained small irregular nodules. There was 
no evidence of extension of the tumor. A total 
hysterectomy and bilateral salpingo-oophrectomy 
was performed. On sectioning the uterus the endo- 
metrium was found to be thin, pale, and pink, 
there was no gross evidence of tumor. Pathologic 
report: leiomyomata of the uterus; chronic cer- 
vicitis; chronic salpingitis; corpora albicantia of 
ovaries. The patient has been followed in gyne- 
oclogy clinic and in orthopedic clinic where she is 
being treated for a hypertrophic arthritis. She 
remains well to date, a period of three years. 


CASE NO. 3 

Mrs. M. W., a white 
female, 52 years of age, was admitted on July 20, 
1942 complaining of incontinence on sneezing and 
coughing and urgency and burning on _ urina- 
tion. Menopause two years before, but the month 
prior to admission vaginal bleeding had been ex- 
perienced for one day. General physical examina- 
tion revealed an obese white female who was 
essentially normal. Pelvic examination revealed re- 
laxed perineum, cystocele, rectocele and urethro- 
cele. On July 27, 1942 an anterior and posterior 
eclporrhapy, dilation and curettage were done. Bi- 
opsy report: Andenocarcinoma of the uterus. A 
radium tandem containing 45 mg. was applied in 
the uterine fundus from August 11, 1942 to August 
13, 1942 for a total of 2250 mghrs. Reapplication 
on August 14, 1942, with the intention of repeat- 
ing the above exposure. However, temperature rose 
to 102.2 and the radium was removed. Marked 
lower abdominal tenderness and rigidity with re- 
bound tenderness were present and it was felt 
that a pelvic peritonitis was present, but the fever 
rapidly subsided. Four days later there was another 
elevation of temperature associated with a copious, 
foul-smelling, purulent vaginal discharge. Sulfa- 
thiazole and blood transfusions were given and the 
fever gradually subsided, in two weeks. At this 
time dilatation of the cervix revealed no pyome- 
trium and the patient was discharged. She was 
re-admitted on October 8, 1942. Laparotomy on 
October 16, 1942 revealed a small uterus normal 
in size, shape and position. The right ovary was 
cystic and was surrounded by a large indurated 
mass of tissue. Areas of both the large and small 
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bowel were firmly adherent to the uterine fundus 
and because of this, it was deemed inadvisable to 
attempt a hysterectomy, and the abdomen was 
closed. Because of the patient’s large size, post- 
operative x-ray was thought futile. She was fol- 
lowed in clinic and in 1944 developed abdominal 
swelling due apparently to ascites. This finding 
disappeared spontaneously, however, and the pa- 
tient has remained well to date, a survival of four 
years and eight months following radium therapy 
only. 

Endometrial sarcoma and _ leiomyosar- 
coma of the uterus are rather infrequent 
conditions but the plan of treatment is the 
same as for endometrial carcinoma. This 
is also true of chorioepithelioma, as illus- 
trated. 

CASE NO. 4 


Chortoepithelioma: Mrs. R. C., a white female, 
39 years of age, was admitted April 13, 1943 with 
complaint of bleeding for three weeks and pains 
in lower abdomen. She had missed her normal 
menstrual period in February and was told by her 
physician that she was pregnant. This was followed 
by periods of nausea and occasional vomiting. 
Three weeks prior to admission she began to bleed 
profusely and passed material which “looked like 
grapes.” Twenty-four hours prior to admission, 
she had an attack of pain, bleeding and passed 
more of the same material. General physical ex- 
amination revealed a well developed patient with 
no abnormalties. Pelvic examination revealed a 
vagina filled with blood clots, and a dilated cervical 
os, protruding from which was a mass of tissue 
in grape-like clusters. These were removed. The 
uterus was enlarged to the size of a five and a 
half months pregnancy and was very firm. Path- 
ologic report on removed material: Hydatidiform 
mole, placenta with marked proliferation of syn- 
citial cell layer. The proliferative activity strongly 
suggests chorioepithelioma. The patient was given 
several transfusions and laparotomy was _ per- 
formed on April 26, 1943. The uterus was found 
to be enlarged, smooth and somewhat soft. 
The ovaries appeared normal. A total hysterec- 
tomy and bilateral salpingo-oophrectomy was per- 
formed. Pathologic report: Chorioepithelioma of 
uterus; chronic cervicitis; ovary, corpus luteum. 
The patient received external x-ray therapy to the 
pelvis through six ports from May 24, 1943 to 
July 1, 1943, delivering a tumor dose of 4000 r to 
the lateral-borders of the parametria. The patient 
has been followed in clinic and has remained free 
of disease to date, representing a survival period 
of four years. 

Ovarian tumors include a miscellaneous 
collection of neoplasms, some of which are 
very malignant and some rather innocent. 


In any event, the treatment is primarily 
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surgical, radiation being reserved as a sup.ff 
plement to the surgical procedure or as 

palliative measure in cases too extensive for 
removal. It is considered good surgical 
practice in these cases to remove as much 
of the tumor as possible, even if the extirpa. 




















































































































tion is incomplete, because considerable Lap 
palliation is obtained in this manner. Al. cys 
though the evidence is not conclusive, it js = 
generally considered advisable to give x-ray si 
therapy following extirpation of the pelvic on 
organs, unless, of course, the tumor is defi- FB cho 
nitely benign. Even in the presence of ste 
widespread seeding of the peritoneum, x-ray we’ 
therapy can be undertaken with the expec- Pa 
tation of producing regression of the tumor & “' 
and suppression of ascites for long periods ra 
of time. e 
CASE NO. 5 cli 
Granulosa cell carcinoma of ovary: Mrs. A. B,, do 

a white female, 37 years of age, was admitted 

May 27, 1940 with complaint of pain in the right 
side with nausea but no vomiting. Examination re- st 
vealed cystocele, rectocele, a uterus displaced to i 
the left and a cystic mass approximately 12 cm. ‘ 
in diameter located in the right adnexal region. is 
RBC 4.2 million per cu. mm. WBC 10,000. Urine kc 
negative. On May 30, 1940 a Hegar perineorrhaphy a 
was performed followed by a laparatomy. Explora- t 
tion revealed the right ovary to be approximately 15 
em. in diameter, soft in consistency, pink in color, ‘ 
with a rent 6 ecm. long on the posterior surface | 
through which protruded material resembling pla- ‘ 
cental tissue. A right salpingo-ooprectomy was done ( 





under the impression that the lesion was an ovarian 
pregnancy. Specimen revealed: granulosa cell car- 
cinoma of ovary with areas of luteinization. X-ray 
was given to the pelvis through six ports (10 x 
15 em.) from June 10, 1940 to July 12, 1940: 2000 
r per port. Radium therapy was given in the form 
of a tandem and colpostats in two applications from 
August 13, 1940 to August 18, 1940 inclusive for 
a total of 7000 mghrs. At this time the patient 
presented a small nodule located in the right va- 
ginal introitus which was thought to represent an 
extension of the carcinoma. This was treated at 
the same time by means of a single plane implant 
for 250 mghrs. The patient has been followed in 
the clinic and has remained well for a period of 
seven years. 

























CASE NO. 6 






Bilateral papillary cystadenocarcinoma of the 
ovary: N. C., a colored female, 27 years of age, 
was admitted October 4, 1939 with complaint of 
pain in the left lower quadrant present for eight 
months with an increase in severity during the 
last month. There had been no change in the nor- 
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mal menstrual periodicity. Abdominal examination 
revealed a large, firm, tender, irregular, rounded 
tumor mass which was felt to extend to the level 
of the umbilicus. Pelvic examination revealed the 
cervix displaced to the left, and a round tender 
mass in the cul-de-sac. It was felt that the patient 
had uterine fibroids associated with ovarian cyst. 
Laparotomy on October 18, 1939 revealed bilateral 
cysts of the ovaries. The cystic mass in the left 
side was the larger, extending to the level of the 
umbilicus. Both cysts were bound down with ad- 
hesions. Both cysts were removed, the right being 
ruptured in the process, with the spillage of 
chocolate-colored material. A supravaginal hy- 
sterectomy was done. On sectioning, both cysts 
were found to be lined with papillary growths. 
Pathologic report: Bilateral papillary cystadeno- 
carcinoma of the ovary. The patient received ex- 
ternal x-ray therapy to the pelvis through six ports 
from October 30, 1939 to January 10, 1940, re- 
ceiving 2600 r per port. She was last seen in 
clinic in November of 1944, at which time she was 
doing well, representing a survival of five years. 


Carcinoma of the vulva in its curable 
stages is a surgical problem. It occurs prin- 
cipally in very aged women and character- 
istically. is a squamous carcinoma of 
low grade malignancy. In favorable cases 
a high proportion of cures can be ob- 
tained by vulvectomy, followed by inguinal 
dissection according to the criteria estab- 
lished by Taussig. These cases are rarely 
suited for curative irradiation, since the 
doses of radiation required are not well tol- 
erated by the vulva. However, if the lesion 
is well circumscribed and superficial, 2nd 
operation is refused or inadvisable, radium 
therapy can be undertaken, with a good 
prospect for success. Dosage must be mod- 
erate. Extensive lesions, which form the 
bulk of the cases seen, and which are too 
wide-spread for curative surgery or irradia- 
tion can be benefitted by moderate amounts 
of external x-ray therapy. We have seen a 
number of very bulky carcinomas of the 
vulva, occurring in relatively young colored 
women with a long history of lymphogranu- 
loma inguinale. These tumors are rather 
radio-sensitive but in most instances the 
disease recurs and proves fatal. A study of 
vulvar carcinoma at Charity Hospital has 
been recently completed by Dr. Arthur 
Lunin, of the Department of Pathology. 
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SUMMARY 


The relative incidence and the therapeu- 
tic principles of gynecologic cancer are dis- 
cussed. The preferred plan of treatment 
for the various neoplasms is presented with 
illustrative case histories. Results obtained 
in the treatment of carcinoma of the cervix 
in the negro are reported. 

TABLE 4 
GYNECOLOGIC CANCER 


Surgery Radiation 
and radiation Alone 

Per cent Per cent 
Vulvar carcinoma 17 83 
Carcinoma of fundus 57 43 
Ovarian tumors 57 43 
Chorioepithelioma 67 33 
Uterine sarcoma 70 30 
Fallopian carcinoma 100 
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INFECTIOUS HEPATITIS AND HOM- 
OLOGOUS SERUM JAUNDICE 
THE SAME OR DIFFERENT DISEASES 


CARL N. HAGGARD, M. D. 
NEW ORLEANS 
INTRODUCTION 


Infectious hepatitis, known also as infec- 
tive hepatitis, epidemic catarrhal jaundice, 
common infective hepatitis, jaundice, non- 
spirochetal infectious jaundice, campaign 
jaundice, catarrhal jaundice, ictere conta- 
gieux, jaunesse de champs and Kreigsic- 
terus, is a well known affliction of armies 
in the field and particularly prevalent dur- 
ing times of war. 

During World War II, jaundice was a 


major medical problem among the troops of 
the allies. 


Now, either due to increased conscious- 
ness of the possibility of infectious hepati- 
tis or homologous serum jaundice in jaun- 
diced patients, or due to an actual increase 
in the morbidity of the aforementioned dis- 
eases, the diagnosis is frequently made. Be- 
cause of the great interest, as well as con- 
fusion, existing concerning these two dis- 
eases, and in the hope of creating some 
order out of the immense volume of litera- 
ture on this subject, this paper is written. 

NATURAL HISTORY 

In a recent paper by Lucke, reference is 
made to epidemics of the disease in foreign 
armies in the Franco-Prussian War, in the 
South African wars and in World War I. 


In the American Civil War there were 
over 50,000 cases and 231 deaths among 
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Union troops and a small epidemic occu red 
in our Army of Occupation in 1919. 

In 1934, incidences of jaundice follow ing 
inoculation with yellow fever vaccine were 
observed. Jaundice was thought to le a 
coincidental or superimposed feature. Nor. 
mal human serum was being used at this 
time as a vehicle during desiccation for the 
neurotropic strain of yellow fever virus, 
then employed as a vaccine. 

In 1936 and 1937, when using the atten- 
uated pantropic yellow fever virus strain 
#170, with and without additional injec- 
tions of human immune serum, further in- 
stances of jaundice occurred, the cases be- 
ing so numerous they could no longer be 
considered coincidental. 

In 1937 and 1938, Findlay and Mac- 
Callum demonstrated that the icterogenic 
agent had no relation to the strain of yel- 
low fever virus used, but that it was de- 
rived from the human serum used in the 
preparation of the vaccine. * 

They further demonstrated that the agent 
had many of the properties of a virus by 
heating the serum to 56° C. for 30 minutes 
and filtering through a Seitz filter before 
use and producing jaundice in_ those 
inoculated. 

It is the purpose of this paper to com- 
pare the two diseases, infectious hepatitis 
and homologous serum jaundice, to point 
out their similarities and dissimilarities in 
an attempt to establish the uniquity of each 
disease or the close kinship of the two, and 
thus to aid the reader in reaching a con- 
clusion concerning the homogeneity or 
heterogeneity of the two and also to express 
my conclusions. 

The quest for the solution to the problem 
posed by this paper is further complicated 
by the fact that the etiologic agent (or 
agents) of the two diseases has never been 
satisfactorily isolated and demonstrated 
conclusively. It is perhaps redundant at this 
point to remark that were the etiologic 
agent (or agents) isolated and demonstra- 
ble, the problem would be solved and the 
necessity for this paper obviated. 

I shall trace the natural history, epidemi- 
ological, clinical and biochemical aspects of 
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| through well conducted experiments that a 






the disease in order to demonstrate the like- 
nesses and differences in the two diseases 
since, lacking other essential data, this 
| method although tedious is nevertheless 


' essential. 


Experimental data are sparse and quite 
However, since it is only 


solution is to be reached, it is hoped that 
new lines of investigation may be pointed 


' out by the inquiries and surmises of this 


paper. 
EPIDEMIOLOGIC ASPECTS 

Walker, in his investigation of the epi- 
demiology of infectious hepatitis and homo- 
logous serum jaundice in the United States 
Army in 1942, found that the incubation 
period was around 30 days for infectious 
hepatitis and two to four months for homol- 
ogous serum jaundice. 


Homologous serum jaundice had a low 


| degree of communicability, while infectious 


hepatitis was more highly communicable. 

One outbreak of jaundice in the Army 
had been preceded by vaccination for yel- 
low fever two months previously. 

In 1943, Findlay and Martin produced 
mild jaundice in human volunteers by in- 
stilling into their noses the nasal washings 
of three patients from the North African 


» theatre in the pre-icteric and early stages 


of hepatitis following yellow fever immuni- 


» zation. Apparent transmission of the two 


diseases in this manner will be further dis- 
cussed under experimental aspects of the 


' diseases. 


The apparent restriction of the disease in 


' North Africa to certain insect-ridden areas 


plus the tendency of incidence curves to- 
ward a relationship with those of malaria 
and sandfly fever, but occurring three 
months later, led observers to the belief 
that infectious hepatitis is transmitted by 
blood-sucking insects and that the pro- 
longed incubation period that obtains in 
post-vaccinal hepatitis also obtains in the 
naturally occurring disease. Furthermore 
the virus of infectious hepatitis is proved 
by experiments to occur in human feces. 
It is spread under conditions that favor the 
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spread of bacillary dysentery. Frasher and 
Hallgren report cases due to contamination 
of drinking water. 


In the same epidemic it was found that 
the highest incidence of cases occurred in 
October and November. 

This same investigator found in studying 
the epidemiology of infectious hepatitis in 
the British Army in Sicily in 1943 and 1944, 
that the disease followed dysenteries most 
frequently by two to three months. The 
most likely explanation is that the condi- 
tions which favored the spread of the other 


infection also favored the spread of infec- 
tious hepatitis. 


The orthodox belief that infectious hepa- 
titis is spread by droplets from the respira- 
tory tract is supported by the autumn- 
winter incidence of the disease in Sweden, 
Great Britian and the Mediterranean area 
as is also the apparent transmission of the 
disease by casual contact. 


The indescribable filth and plague of 
flies in the Alamein line and the constant 
inspiration and ingestion of all prevading 
dust were features of the life of troops in 
1942 which suggested that feces, flies and 
dust might have played a part in the spread 
of the infection. Lack of water and wash- 
ing facilities also increased the risks of 
spread by fingers contaminated by drop- 
lets or feces. 


Findlay and Martin, in further investi- 
gations, reported that climate, physical 
strain, diet and alcohol seemed to have no 
influence on the attack rate. 


Younger men were usually affected. Air 
crew members as a group seemed to have 
the greatest number of cases. Among these 
the attack rate among officers was greater 
than the attack rate among enlisted men. 
The fact that they ate in a common mess 
where communal dishes were used which 
were washed together, while the men ate 
out of their own utensils and, theoretically, 
each used his own, further substantiates 
the opinion that contact is the mode of 
spread of infectious hepatitis. The higher 
incidence among officers in the Mediter- 
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ranean area may have been due to increased 
opportunities for contact. 


Homologous serum jaundice follows the 
parenteral injection of blood or blood prod- 
ucts usually by six weeks to six months. As 
little as 0.01 ¢.c. of plasma introduced par- 
enterally has been known to produce the 
disease. As far as is known, no other mode 
of transmission is present. 

The British Ministry of Health attributes 
48 cases of jaundice with eight deaths to 
the use of pooled convalescent serum and 
adult human serum for measles. The incuba- 
tion period varied from 16 to 161 days. 


The blood group and Rh factor have no 
relationship to susceptibility as was proved 
in 12 cases following transfusion. 

The icterogenic serum was examined with 
an electron microscope and showed no par- 
ticles of uniform morphology. 


Parr, investigating homologous serum 
jaundice:in the Army under the unique con- 
ditions of control which existed in the 
armed forces as far as the nature and “in- 
vasion” of the etiologic agent are con- 
cerned, found the incubation period in dif- 
ferent epidemics to vary as follows: 

Site 
Fort Custer 


Camp Polk 
Iceland 


Incubation Period 
104 days 
96 days 
99 days 


Extremes 
88-121 days 
85-106 days 
79-140 days 

These incubation periods were measured 
from time of inoculation to onset of jaun- 
dice and no consideration for subclinical, 
non-icteric states was made. As will be 
shown later, hepatic damage may precede 
the onset of jaundice by many weeks so that 
one must be cautious in interpreting incu- 
bation periods as determined above. 

Booth and Okell found in their investiga- 
tion of cases of jaundice in England that 
cases following yellow fever virus inocula- 
tion or measles convalescent plasma always 
developed between 60 to 100 days after 
inoculation. 


The incubation period of the naturally 
occurring jaundice was between 20 and 40 
days. From evidence collected the cases 
were probably infectious in the pre-icteric 
stage and the disease was spread via drop- 
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let infection. Booth and Okell surmised that 
differences in the portal of entry may he 
responsible for difference in the incubation 
periods of the two diseases. 


Neefe, Miller and Charnock state that in 
investigating homologous serum jaundice 
they were led to the belief that the causa. 
tive agent is a virus by the fact that it was 
invisble under the microscope, it passed 
through bacteria-retaining filters, it per- 
sisted in serum-chick-embryo media, and 
was resistant to procedures that ordinarily 
kill vegetative bacteria. 


Findlay, Martin and Mitchell, in a series 
of investigations were convinced that the 
only point of clinical difference between in- 
fectious hepatitis and homologous serum 
jaundice is in the supposedly longer incuba- 
tion period in infectious hepatitis following 
yellow fever inoculation; an average of 10 
or more days, as against 20 days for infec. 
tious hepatitis. 


Turner, Snavely et al., studying acute 
hepatitis occurring in soldiers at Camp 
Polk, after inoculation with yellow fever 
vaccine, found the incubation period to vary 
between nine and 23 weeks. Fifty per cent 
of the cases developed symptoms during the 
fourth month after inoculation; 52 per cent 
were admitted during the first week of ill- 
ness; 41 per cent during the second week 
and 7 per cent from the fourth to the ninth 
week. 


Hoagland and Shank, in a review of 200 
cases of infectious hepatitis, found the 
acute febrile period was preceded by pro- 
dromal symptoms two to six days before 
the onset of icterus. In contrast to the cor- 
responding period in homologous serum 
jaundice this seems to be enough evidence 
to warrant a differentiation in the two ill 
nesses. However, as will be shown later, 
many factors affect the incubation period 
and one must not mistake their effect upon 
the incubation period as a property of the 
virus per se. 


Infectious hepatitis affects the greatest 
number of persons in the fall and early win- 
ter. This has been borne out by the epidemi- 
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ological studies of many investigators, chief 
among whom is Gould. 
CLINICAL PICTURE 

Infectious hepatitis and homologous 
serum jaundice present a clinical picture 
which makes it impossible to distinguish 
one from the other. This has accounted for 
much of the confusion existing about the 
two diseases. The only way to differentiate 
the two is through the determination of 
the incubation period together with a his- 
tory of previous inoculations or transfu- 
sions with human blood or serum or derived 
products. 


Nausea, vomiting, right upper quadrant 
pain or distress, headache, and not uncom- 
monly, diarrhea, are among the first 
symptoms. 


Icterus usually appears on an average of 
five days after the onset. The height of the 
icterus is not proportional to the clinical 
symptoms; the icteric index varies from 12- 
15 in the subicteric cases and to 220 in 
the severely jaundiced patients. Liver ten- 
| derness and hepatomegaly occur in about 
» 60 per cent of the cases. The red cell count 
| is normal as is also the hemoglobin and 
white cell and differential count. Leukocyto- 


,f sis is rare. Hematuria and back pain may 


» occur late. The period of disability varies 
) from 21 to 90 days and averages 35 days. 


Some observers report the onset as occur- 
ring with acute chills and fever and mild 
prostration together with the aforesaid 
symptoms. The more usual picture is that 
» of a patient who feels perfectly well one 
day, arising the next day with a marked 
= anorexia, headache, and upper respiratory 
symptoms. These lead him to believe he is 
developing a cold until four to six days 
following the onset of symptoms he becomes 
jaundiced. 

Again to quote Turner in his investiga- 
tions of homologous serum jaundice at 
Camp Polk: anorexia occurred in 77 per 
cent of the patients, weakness in 58 per 
cent, abdominal pain or distress in 32 per 
cent and vomiting in 20 per cent. 

Other early symptoms were malaise, 
| joint and back pain, urticaria, burning of 
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the eyes, lassitude and headache. A palpable 
tender liver was the most common sign 
other than the icterus. 

The signs and symptoms of hepatitis fol- 
lowing inoculation with homologous serum 
products differ in no way from those of 
infectious hepatitis. 

The laboratory data on such cases will be 
mentioned later. Liver function tests show 
the presence of liver damage in the case of 
both types of jaundice, the icteric index is 
elevated and other routine laboratory stud- 
ies are within normal limits. 

Albuminuria and isosthenuria, massive 
hemorrhage into the gastrointestinal tract, 
ascites, rashes, and petechiae together with 
anemia are the most frequent complications 
of both homologous serum and infectious 
hepatitis. 

Edidemiology is, thus, the only distin- 
guishing feature of infectious hepatitis and 
homologous serum jaundice. 

Klatskin and Rappaport investigated res- 
idual liver damage due to homologous 
serum jaundice and infectious hepatitis: 
217 patients considered fully recovered 
from one or both of the diseases had 
residuals evidenced by symptoms, hepato- 
megaly or impaired liver function for peri- 
ods ranging up to 27 years. The only sig- 
nificant symptoms were fat intolerance 
and right upper quadrant pain. 

The duration and severity of the jaundice 
were the significant factors in the incidence 
of residuals varying directly with the inci- 
dence of residuals. The residuals were com- 
patible with good health and activity over 
long periods of time. 


BIOCHEMICAL ASPECTS 

The biochemical aspects of infectious 
hepatitis and homologous serum jaundice 
have been investigated but little. In the 
voluminous literature on the two illnesses, 
however, the following summarizations may 
be made: 

Numerous laboratory tests show no dif- 
ference in the picture presented by infec- 
tious hepatitis and that presented by homo- 
logous serum jaundice. An increased icteric 
index is common to both. The leukocyte 
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count rarely exceeds 12,000 and rises from 
a leukopenia in the febrile and pre-icteric 
stages to this level in the icteric stages. 
There is a relative lymphocytosis during the 
leukopenic stage. 

Greenblatt and Kaplan report target cells 
that have an increased resistance to hypo- 
tonic saline solution during the acute stages 
of infectious hepatitis. The erythrocyte 
sedimentation rate is only occasionally 
elevated. 

Hayman reporting on an outbreak of 
jaundice following yellow fever vaccination 
states that in 398 cases the differential 
count was normal. 

Finks and Blumberg found hepatic func- 
tion, as measured by the synthesis of hip- 
puric acid, seriously impaired as long as 
two months after the icteric index returns 
to normal. 

Turner et al. state that liver damage as 
indicated by the icteric index, prolonged 
prothrombin time, hyperbilirubinuria, albu- 
minuria, the Hanger flocculation test, 
darkened urine, galactose tolerance tests, 
pale stools, and decreased plasma proteins, 
point to a failure of three and possibly four 
liver functions: (1) Ability to elaborate 
an exteral secretion such as bilirubin and 
cholic acid; (2) synthesis of prothrombin, 
albumin, cholic acid, and glycogen from 
galactose, and (3) failure to supply a vas- 
cular channel between splanchnic vessels 
and vena cava. 

Oliphant in 1944 found that the leukocyte 
count, differential count and Schilling count 
showed no significant changes during the 
period of jaundice of homologous serum 
type. 

Many investigators have reported on 
laboratory tests in homologous serum jaun- 
dice and infectious hepatitis and the re- 
sults are all indicative of hepatic damage 
of varying degrees of severity. 

Pathologic data on the fatal cases of both 
homologous serum jaundice, and infectious 
hepatitis are scarce. 

Subacute central necrosis of the liver, 
massive gastrointestinal hemorrhage, as- 
cites, rashes and petechiae are common to 
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all fatal cases. The latter findings cai) all 
very well be attributed to the liver damage. 

Havens, Paul and Sabin, in a series of 
studies provided evidence of a decreased 
susceptibility of the general population of 
ages greater than 35 years to infectious 
hepatitis. They believed this to be due to 
subclinical infection during early life. 

This was borne out by the demonstration 
of antibodies in human immune serum glo- 
bulin prepared from large pools of norma! 
human plasma which have been proved to 
be effective against the virus of infectious 
hepatitis. 

Stokes, Neefe, Gillis, Brother, Hall, Gil- 
more, Keefer and Morrissey, Havens ani 
Paul, working separately and in groups 
recommended the use of human immune 
serum (gamma globulin) in the prevention 
and treatment of infectious hepatitis. 


Hoagland and Shank believe that plasma 
bilirubin determinations, the ratio of free 
to total cholesterol and the plasma retention 
of sulfbromphthalien are the most useful 
and unequivocal tests agreeing with the 
severity of the clinical findings. 


Liver tests, in general, seem to be most 
valuable during convalescence when it is 
not possible to determine whether or not 
convalescence is complete. 


Klatskin and Rappaport, in investigating 
late residuals in presumably cured infec- 
tious hepatitis found residuals of liver dam- 
age which, however, were compatible with 
good health and activity and there is some 
doubt that the liver damage they describe 
was not present before the attack of infec- 
tious hepatitis or acquired after the at- 
tack as the result of factors unrelated to 
the hepatitis. 


Lucke believes the restoration of liver 
structure is complete in all cases and criti- 
cizes Klatskin and Rappaport in the same 
manner and for the same reasons presented 
above. 


Barker describes a group of patients with 
persistent symptoms, signs and impaired 
function following an attack of acute hepa- 
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titis who characteristically relapse when 
exercise is taken. 

Briskin presents evidence that impaired 
liver function may exist without gross or 
microscopic changes as is demonstrated by 
failure of the liver to inactivate estrogen 
when injured by vitamin B deficient diets. 

It is of interest to note that the sugges- 
tion has been made that ultraviolet light 
may prove effective in inactivating the 
causative agent of homologous serum jaun- 
dice in pooled sera. However, the amount 
of radiation necessary to destroy the agent 
is very near that amount which will not 
leave unchanged the essential properties 
of serum. The usefulness of the whole serum 
or gamma globulin is destroyed by the tem- 
perature necessary to inactivate the agent 
although the albumin fraction may be able 
to survive this temperature. 

Janeway and Paul point out that the 
etiologic agent of infectious hepatitis or 
homologous serum jaundice has never been 
seen, cultured or transmitted to laboratory 
animals. 

Herein lies the problem now facing medi- 
cal research. 

EXPERIMENTAL DATA 

Here lies the key to the problem: As in 
all subjects in which the medical profession 
occasionally indulges itself by the writing 
of many articles for current literature, this 
phase is scarce in relation to the accumula- 
tion of other data. 

In the belief that only through accurate, 
carefully executed and intelligently ana- 
lyzed experiments can the reader chart a 
course through the sea of speculation in 
which he finds himself, which will bring 
him to plausible conclusions, this paper will 
dwell at length upon this aspect of homo- 
logous serum jaundice and_ infectious 
hepatitis. 

Neefe, Stokes and Gellis reported in 1945 
the production of homologous serum jaun- 
dice in the human volunteers by the par- 
enteral administration of materials known 
to contain a causative agent of this disease. 
After recovery the six men were inoculated 
parenterally with a plasma containing the 


causative agent for homologous 
jaundice to test for homologous 
jaundice immunity. 


serum 
serum 


Concomitantly, nine normal control sub- 
jects without history of either infectious 
hepatitis or homologous serum jaundice 
were inoculated parenterally with the same 
plasma. None of the six men in the test 
group developed incapacitating symptoms 
or jaundice, whereas eight of the nine con- 
trol subjects developed hepatitis with 
jaundice. The six men were then inocu- 
lated, one orally and five parenterally with 
materials known to contain a causative 
agent of infectious hepatitis to test for cross 
immunity. Twelve normal controls with a 
history of hepatitis also were inoculated 
with these materials, six orally and six 
parenterally. 


Of six men tested for cross immunity five 
again developed hepatitis, evidence being 
conclusive in four and very suggestive in 
the fifth. The one not developing hepatitis 
had had both infectious hepatitis and ho- 
mologous serum jaundice previously. Five 
of six controls inoculated orally developed 
hepatitis. None of the six inoculated paren- 
tally developed hepatitis. 


The interval between inoculation with ho- 
mologous serum jaundice agent the onset of 
jaundice usually exceeded 60 days. The 
time between inoculation with infectious 
hepatitis agent and onset of jaundice did 
not exceed 37 days regardless of the route 
of inoculation. 


The oral temperatures in homologous 
serum jaundice did not exceed 100° F. re- 
gardless of the route of inoculation. The 
oral temperatures in infectious hepatitis ex- 
ceeded 100° F. regardless of the route of 
inoculation. 


To summarize these data the following 
conclusions are reached: 


1. There is a lack of cross-immunity be- 
tween serum jaundice and infectious hepa- 
titis. 

2. A batch of pooled human serum con- 
taining the causative agent of homologous 
serum jaundice produced jaundice in 40 per 
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cent of those inoculated with it. Inocula- 
tion of volunteers with the same serum it- 
self produced hepatitis and jaundice in a 
similar percentage. 

3. The icterogenic agent survived heating 
at 56° C. for one hour and was still active 
after storage for 14 months in the dried 
state. 

4. A number of those injected with the 
icterogenic agent showed evidence of liver 
damage of insufficient severity to produce 
jaundice. 

5. Results obtained on two volunteers are 
not incompatible with the view that the 
icterogenic agent present in the blood in 
homologous serum jaundice is capable of 
multiplying in tissue culture. 

Neefe, Stokes, Reinhold and Lukens, in 
experiments using nine white male volun- 
teers between the ages of 18 and 25, re- 
ported the following results: Incidence, 
10 out of 10 volunteers. 


Icterogenic 
Material 


Number 
Inoculated 


Plasma ‘A’ 6 5 

Plasma ‘B’ 2 

Yellow fever virus 2 1 
Lot 335 


These volunteers had: (1) No significant 
medical history or physical abnormalities; 
(2) normal red and white cell counts, nor- 
mal red blood cell fragility, urinalysis and 
serology; (3) normally functioning gall- 
bladder; (4) no evidence of hepatitis dis- 
turbance. 

The clinical courses were as follows: (1) 
Mild symptoms and signs appeared 12 to 
35 days after inoculation; (2) these symp- 
toms and signs abated and an asymptomatic 
interval or interval with periodic recur- 
rences of mild symptoms and signs followed 
which after 73 to 110 days culminated in 
clinical jaundice. The course thereafter 
was similar to that of infectious hepatitis; 
(3) hepatitis was present long before jaun- 
dice occurred. 

Thus, Neefe et al. found that the first 
signs of hepatitis following inoculation with 
serum products containing homologous se- 


Hepatitis with 
Overt Jaundice 
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rum jaundice agent appeared in 12 to 35 
days after inoculation. 


Previous estimates of the incubation 
period had been 60 to 100 days. Could not 
the true incubation period be 12 to 35 days? 
Paul, Havens, and Sabin in transmission 
experiments with serum jaundice and infec. 
tious hepatitis found that infectious hepa- 
titis can readily be produced in man via the 
oral routes. This can be accomplished by 
feeding infective feces or by spraying such 
material into the nasopharyngeal passages, 
Similarly the disease can be produced by 
feeding infective serum as well as by its 
parenteral administration. 


These experiments are in close agreement 
with the epidemiologic aspects of an epi- 
demic of hepatitis reported in a children’s 
summer camp in Pennsylvania in which the 
infective agent was demonstrated to be 
present in the well water of the camp. Thus, 
it is definite that the agent of infective 


Hepatitis without Jaundice 
Definite Probable 


Negative 
Results 


hepatitis is present in the feces and possibly 
in the urine. 


Findlay and Wilcox found the transmis- 
sion of infectious hepatitis to take place via 
the feces and the urine. With the exception 
of one report by Oliphant all investigators 
are in agreement on the route of transmis- 
sion as presented above. 


McCallum and Bradley found the virus 
in the feces and that the disease can be in- 
duced after a 20 day incubation period, by 
feeding such material to arthritic patients 
who volunteered for these experiments. 


The infective material was collected from 
several patients in the early stages of in- 
fectious hepatitis. Two of three volunteers 
developed the disease in 20 to 22 days after 
having been fed such material. 


Havens, Ward, Drill and Paul further 
reported that the serum taken from two 
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patients with infectious hepatitis in the pre- 
icteric stage was filtered and immediately 
heated to 56° C. for 30 minutes. This heated 
serum filtrate produced infectious hepatitis 
in four out of five human volunteers with 
an incubation period ranging from 20 to 
31 days. 


Some of the latter group of volunteers 
had recovered some months before from 
homologous serum jaundice but this appar- 
ently did not protect them against an attack 
of infectious hepatitis. Thus, with this 
strain of virus jaundice hepatitis was pro- 
duced in six of 11 subjects when the virus 
was inoculated and in six of eight subjects 
when the virus was fed. The incubation 
period was invariably less than 34 days in 


sf these experiments. 


Findlay and Martin demonstrated that 
when postnasal inoculation is used to trans- 
mit hepatitis to man the incubation period 
is 28 to 50 days. 


= One might conclude that the alleged dif- 
) ference in the incubation period in homolo- 


> gous serum jaundice and infectious hepa- 
) titis seems to be associated with the route 
» of inoculation and is not necessarily a real 
difference due to disparity in the agent of 
» the two diseases. 


An antigen made with the livers of pa- 
tients dying with infectious hepatitis fixes 
complement with the sera of patients who 
have recovered from infectious hepatitis 
and from post-inoculation hepatitis. 


Neefe, in a series of experiments with the 
causative agents of homologous serum jaun- 
dice and infectious hepatitis, reached the 
following conclusions substantiated by his 
experiments : 


1. Persons previously infected with the 
virus of homologous serum jaundice were 
more susceptible as a group to parenterally 
infected virus of infectious hepatitis. 


2. Persons previously infected with the 
virus of homologous serum jaundice were 
not protected from infection with the virus 
of infectious hepatitis. 

3. Men with resistance to a second inocu- 
lation with the virus of homologous serum 


were not resistant to infection with the 
virus of infectious hepatitis. 


4. Men recovered from infectious hepa- 
titis could not be infected with the virus 
the second time. 


5. Men recovered from homologous serum 
jaundice could not be infected with the virus 
a second time. 


6. Infection with homologous serum jaun- 
dice provided no immunity to infectious 
hepatitis and vice versa. 


7. Parenteral injection of infectious he- 
patitis agent gave resistance to infectious 
hepatitis as acquired by the oral route sug- 
gesting a method of immunization. 

8. Two persons were not resistant to ho- 
mologous serum jaundice virus four and 10 
years respectively after so-called “catarrhal 
jaundice.” 

9. Two persons were resistant to infec- 
tious hepatitis virus five and 18 years re- 
spectively after an attack of “catarrhal 
jaundice.” 

10. Virus producing infectious hepatitis 
in Sicily gave protection against the virus 
producing infectious hepatitis in Pennsyl- 
vania. 


However, this strain was reported by 
Havens and Paul to produce hepatitis ef- 
fectively by the oral or parenteral route of 
administration. 

Havens, studying the period of infectivity 
of patients with experimentally induced in- 
fectous hepatitis found the “virus” in the 
serum in the acute phase of the disease but 
not midway through the incubation period 
or in the serum or stools in the convalescent 
period of infectious hepatitis. 


In homologous serum jaundice the pres- 
ence of the virus has been demonstrated 
one-third and two-thirds through the incu- 
bation period in human volunteers. 

Further substantiation was afforded by 
other experiments in which pooled speci- 
mens of urine and nasopharyngeal washings 
obtained from five patients in the acute 
phases of infectious hepatitis when the 
virus was proved to be in the stools and 
serum were fed and given intranasally to 
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six volunteers. Infectious hepatitis was not 
produced in any of the volunteers. 

For other experimental data the reader 
is referred to the bibliography. 

The data as given above summarize and 
typify the similarity and differences be- 
tween homologous serum jaundice and in- 
fectious hepatitis. 

Other experiments are merely repetitions 
of the data as obtained by the experiments 
discussed above. 

DISCUSSION 

Many conclusions are possible from the 
data obtained. 

In a recent editorial in the Lancet the 
possibilities tentatively presented were: 

1. Infectious hepatitis and homologous 
serum jaundice are due to one and the same 
virus. 

2. Different agents produce the same 
clinical picture but are not mutually pro- 
tective. This may be similar to the condi- 
tion prevalent in influenza in which “A” 
type virus and “B” type virus produce the 
same clinical picture but are not mutually 
protective. 


3. Different strains of the same virus 
which are antigenically related produce the 
diseases. However, these possibilities leave 
out one of the most important ones: one 
which seems increasingly possible in the 
light of recently accumulated data, namely 

4. The two diseases are produced by en- 
tirely different and unrelated agents which 
principally affect the same systems and or- 
gans wherein lies their only similarity. 

This paper by title proposes two possi- 
bilities: (1) the diseases are the same or 
(2) they are different as regards etiology. 

One is compelled to define the terms used 
here in order to avoid confusion. 

By different etiologies is meant etiologies 
due to different agents. Whether or not 
they are both bacteria or viruses makes no 
difference for just as bacteria are of many 
and varied kinds so are viruses. 


There is no argument when one states 
that the virus of yellow fever differs from 
the virus of influenza. This is a proved 
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known recognized fact. 
ceivable that homologous serum jaun lice 


and infectious hepatitis are caused by dif. P 


ferent viruses? 

Since a virus is submicroscopic in size, 
methods to prove the existence of such have 
revolved about the study of the antigenic 
properties of the virus. 

Its ability to produce the same clinical 
picture in subsequent victims, the uniquity 
of its epidemiology and its ability to stimv- 
late the formation of protectve antibodies 
in the individual affected which protect 
against subsequent attacks are vital tools 
in its differentiation from other viruses. 

The least important of all the above men- 
tioned criteria is the ability to produce simi- 
lar clinical pictures in subsequent victims. 

Any illnesses attacking the same organ 
can produce similar clinical pictures and 
upon this premise in the light of other dif- 
ferences found it is the essayist’s opinion 
that homologous serum jaundice and infec- 
tious hepatitis are different diseases related 
only in similar clinical pictures and in that 
each is caused by a virus. 

What proof is there to support this con- 
clusion? 

1. Incubation period of infectious hepa- 
titis is approximately three weeks; that of 
homologous serum jaundice is approximate- 
ly three months. 

2. Infectious hepatitis is transmitted via 
the gastrointestinal tract and homologous 
serum jaundice to date has not been trans- 
mitted except via parenteral inoculation. 

3. The causative agent of infectious he- 
patitis is present in the feces of persons 
with this disease and produces the disease 
when administered orally. The causative 
agent of homologous serum jaundice has 
never been demonstrated in the feces of 
persons suffering with this disease. 

4. The transmission of the causative 
agent to other persons via means other than 
injection of blood products is common with 
infectious hepatitis and rare with homolo- 
gous serum jaundice. Findlay and Martin 
in 1943 reported the transmission of what 


they believed to be homologous serum jaum- | 





Then is it not «on- 
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dice by nasopharyngeal washings. Mac- 
Coliim and Bradley had only doubtful suc- 
cess with similar material from homologous 
serum jaundice cases. The weight of evi- 
dence seems to favor the view that homolo- 
gous serum jaundice is produced only by 
the parenteral injection of blood products. 


5. Homologous serum jaundice does not 
spread from patient to patient under condi- 
tions favoring the spread of upper respira- 
tory infections and bacillary infections as 
does infectious hepatitis. 

6. There is a lack of cross immunity be- 
tween homologous serum jaundice and in- 
fectious hepatitis. This was very effectively 
proved by Paul, Havens, Sabin and Phillip. 

7. Gamma globulin protects against in- 
fectious hepatitis and apparently is ineffec- 
tive against homologous serum jaundice. 

8. The mortality in homologous serum 
jaundice seems higher than in infectious 
hepatitis. 

9. Fever and upper respiratory infections 
are more frequent with infectious hepatitis 
than with homologous serum jaundice. Also 
there is characteristic second wave of jaun- 
dice in infectious hepatitis which does not 
occur with homologous serum jaundice. 

10. An attack of either illness confers an 
immunity against a second attack of the 
same nature but as mentioned before, not 
against the other illness. Cameron reports 
that a second attack of infectious hepatitis 
is not uncommon in Palestine where the 
disease is endemic. However, experimental 
evidence is strongly against this and lacking 
more convincing evidence we must assume 
that second attacks do not occur. 

11. Clinically, an attack of homologous 
serum jaundice is more severe than an at- 
tack of infectious hepatitis. The occurrence 
of fever, however, is a questionable means 
of distinction. 

Looking at the problem from another 
viewpoint Oliphant very logically believes 
that minor differences in the clinical mani- 
festations may exist because of: (1) Dif- 
ferences in the portal of entry of the agent; 
(2) conditions under which the agent or 
agents have existed prior to entry, as for 
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example, the desiccation of the blood prod- 
ucts incident to their use in serums; (3) the 
possible presence of immune bodies in the 
hepatitis-producing serum or plasma pools 
that may be temporarily protective. 

To quote Oliphant, he sums up his con- 
clusions by stating: “Thus the length of 
the incubation period, the clinical phenom- 
ena and the pathological changes do not 
appear to provide a satisfactory basis for 
distinguishing between the etiologic agents 
of these diseases. The only logical differ- 
ence seems to be the tendency of the epi- 
demic type of hepatitis to spread among 
contacts.” 

Findlay and Martin following the same 
line of reasoning concluded that infectious 
hepatitis and homologous serum jaundice 
are due to the same or very closely related 
agents. 

They believed that patients who have had 
an attack of infectious hepatitis have some 
although not complete immunity against 
homologous serum jaundice and presented 
some evidence in support of this view. 

The authors supporting the view that the 
diseases are due to the same agent, however, 
have not overcome the chief and most con- 
vincing obstacle in the pathway of such a 
view. 

The lack of cross immunity between the 
two diseases while each produces immunity 
against itself is much too strong a bit of 
evidence to be put aside lightly. 

Many attractive theories, among which 
one has been mentioned in this paper, have 
been presented to account for the lack of 
cross immunity between the two diseases. 

To support these theories other unusual 
and at times unlikely theories must be for- 
warded. On the other hand the premise that 
the two diseases are due to different etiol- 
ogic agents necessitates no such theorizing. 

Sodeman, in a review of the literature, 
states that two chief differences rest in the 
incubation periods and the epidemiology of 
the two diseases. 

Wthout becoming emotionally attached to 
one or the other views and weighing the 
evidence for and against each one as the 
evidence is now available, the weight of evi- 


158 


dence is heavily in favor of the view that 
homologous serum jaundice and infectious 
hepatitis are due to entirely different eti- 
ologic agents. This statement must be qual- 
ified by saying that new evidence may be 
presented in the future that will make this 
conclusion untenable. 

Until that time, however, in view of the 
evidence as presented in this paper, I am 
unequivocally in favor of the premise that 
the two diseases are different. 

CONCLUSION 

I feel compelled to acknowledge the fact 
that this paper does just what it criticizes 
other papers for doing: contributing noth- 
ing new in the way of experimental evi- 
dence. 

Nevertheless two viewpoints have been 
considered in, it is hoped, an unbiased 
manner and a logical conclusion has been 
reached. 


One would not be so conceited as to say 
this is the final conclusion but only that it 
is the most likely conclusion in our present 


state of knowledge. 
SUMMARY 

1. The natural history, epidemiology, 
clinical and biochemical, as well as experi- 
mental aspects of homologous serum jaun- 
dice and infectious hepatitis have been 
compared. 

2. Their differences and 
have been stated and discussed. 


similarities 


3. The conclusion is reached that homol- 
ogous serum jaundice and infectious hepa- 
titis are different diseases due to different 
etiologic agents. 
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NEEDLE BIOPSY OF THE LIVER* 


W. D. DAVIS, JR., M. D.f 
NEW ORLEANS 


This paper is based on observations of a 
series of 128 needle biopsies of the liver 
done on patients admitted to the Cleveland 
City Hospital and the Ochsner Clinic from 
1939 to 1947. The first 79 of these were 


tead before the meeting of the Orleans Parish 
Medical Society in New Orleans, April 14, 1947. 

+From the Departments of Medicine, Tulane 
University School of Medicine and the Ochsner 
Clinic, New Orleans. 
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analyzed in detail elsewhere.' Since the pre- 


liminary report, however, additional infor- 
mation has been gained and several reports 
by others have appeared. Hoffbauer,? who 
summarized his later experiences, stated 
that he had had no further difficulties than 
the previously reported case of hemorrhage. 
Gillman and Gillman*:** describe a series 
of 500 biopsies with only one death from 
hemorrhage. Mallory and his coworkers® 
had considerable experience with the pro- 
cedure in the Mediterranean theatre in con- 
nection with epidemic hepatitis. With in- 
creasing familiarity with the technic, the 
risk becomes minimal. 


The first method of liver biopsy to 
have been employed extensively was per- 
formed by the introduction of a small bore 
needle into the liver with or without the 
previous administration of an anesthetic 
and aspiration of a few cells with a small 
syringe. These were expressed onto a slide 
smear and examined directly and again 
after staining with the Romanovsky dye. 
This method carried little or no risk but 
the information it supplied was minimal. 
It has largely been discarded. 


The method commonly in use at present 
consists in the introduction of a trocar 
about 2 mm. in diameter and either aspira- 
tion or compression extraction of a core 
of tissue. Approach has usually been 
through the ninth interspace in the posteri- 
or axillary line or below the right costal 
margin, though mid-axillary and anterior 
axillary approaches have also been used. 
European proponents of the technic have 
almost all used the intercostal approach and 
they have had by far the majority of 
deaths.*: * ® 1 1! Liver biopsy was first in- 
troduced in New Orleans by Tripoli and 
Fader.'? They reported 14 biopsies done 
with the Silverman needle by the anterior 
subcostal approach without complications. 


The series to be reported has been divid- 
ed into two groups for purposes of compari- 
son. The first group consists of biopsies 
done from 1939 to July 1, 1943 when no spe- 
cial instruments were used and the second 
group comprises all biopsies done from July 
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1, 1943 to April 10, 1947 with the Silver- 
man'* or Roth-Turkel ': » needles. 

The Silverman instrument employs a split 
inner needle; it is introduced through a tro- 
car and thrust beyond the trocar into the 
tissue enclosing a small core between its 
prongs. The trocar is then advanced, com- 
pressing and freeing the core of tissue and 
the whole is withdrawn. 

The Roth-Turkel needle, on the other 
hand, consists of an outer trocar with sty- 
let and an inner hollow needle with smali 
saw-teeth at the end. The trocar is intro- 
duced to the surface to be examined and the 
stylet removed; the inner needle is insert- 
ed, slowly advanced and rotated back and 
forth to cut out a core of tissue about 2 
mm. in diameter. After the proper depth 
has been reached, the needle is rotated sev- 
eral times in a clockwise direction to free 
the core and then withdrawn as negative 
pressure maintained with an attached 
20 c.c. syringe. The specimen obtained is 
usually 0.2 em. x 2 cm. to 3 cm. 


is 


Biopsy is done at the bedside with ordi- 
nary sterile precautions and procaine infil- 
tration anesthesia which is carried down to 
include Glisson’s capsule, if possible. Fur- 
ther exploration is done with a long 22 or 
25 gauge needle to obviate the possibility 
of entering a large blood vessel or a collec- 
tion of pus with the trocar. The skin is in- 
cised with a bistoury and the biopsy ac- 
complished, the needle usually being direct- 
ed upward and to the right toward the cen- 
ter of the liver. Approach usually 
through the right subcostal region a few 
centimeters to the right of the xiphoid proc- 
ess unless there is a specific nodule to be 
transfixed. A pressure dressing is applied 
and the patient is allowed full activity. 
Little pain is experienced; one dose of anal- 
gesic immediately after biopsy is usually 
sufficient. In the more recent biopsies the 
patients have not complained of pain even 
the next day. As a precaution blood pres- 
sure and pulse rate are checked at frequent 
intervals for the first few hours following 
the procedure. Routine bleeding, clotting 
and prothrombin times are determined pre- 
operatively. Biopsy is contraindicated in 


is 
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the presence of uncontrollable hemorrh: gic 
tendency. 

It is felt that the presence of significant 
ascites is an additional hazard in that ap- 
proximation of visceral and parietal pori- 
toneum may be prevented. Biopsies should 
then await removal either by diuretics or 
paracentesis. Risks of biopsy include hem- 
orrhage into the peritoneal cavity or abdom- 
inal wall; perforation of nearby viscera, 
such as the large or small intestine, gall- 
bladder, common duct or hepatic duct; the 
introduction of infection or the spread of 
localized infection. In our series of 128 bi- 
opsies the only complication was one severe 
hemorrhage. The patient succumbed about 
24 hours after the biopsy was done and at 
autopsy it was discovered that approxi- 
mately 500 c.c. of blood had been lost. In 
view of the severe hepatic damage, biliary 
nephrosis and absence of shock before death 
it was the opinion of the pathologist that 
the cause of death was hepatic and renal 
failure rather than hemorrhage. In 22 au- 
topsies and one peritoneoscopy, no evidence 
of serious damage other than the case of 
hemorrhage was found. 

Table 1 shows the number of biopsies 
done during the two periods with the degree 
of success. The concomitant increase in the 
number of biopsis and percentage of suc- 
cess are easily seen. Biopsies were consid- 
ered successful if sufficient tissue was ob- 
tained for pathologic study. 


TABLE 1 


COMPARISON OF SUCCESSFUL AND HELPFUL 


BIOPSIES FOR PERIODS 1939-1943 AND 
1945-1947 
z = 4 - ~ 
Group BR = S a 
= Z £ = Fa 
I-1939-1943 26 16 61.5 13 80.0 
If-1943-1947 102 93 91.2 79 85.0 


The relative frequency of diagnosis is 
shown in table 2. These have been reported 
by many different pathologists and their 
diagnoses are unaltered though the slides 
have since been reviewed. There isastriking 
difference in the relative frequency of both 
the diagnostic and the unsucceessful biop- 
sies before and after the introduction of the 
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special needles. Contrary to the early group 
the diagnosis of cirrhosis has now become 
the most common and with the almost in- 
variably good specimens now obtained and 
at ite autopsy check the diagnosis of 
“consistent with Laennec’s cirrhosis” has 
be discarded. Criteria for the diagnosis 
of cirrhosis include perilobular fibrosis, 
bile duct regeneration, alteration of lobula) 


architecture and invasion of the lobules by 
fibrous tissue. The diagnosis of carcinoma 
includes all slides in which the diagnosis 
of malignant neoplasm was made. The diag- 
nosis of fatty metamorphosis was at times 
a primary one but in many cases of tumor 
or cirrhosis it was a secondary one. The 
classification of acute hepatitis includes 
both periportal and diffuse types. The un- 
satisfactory cases are those in which suffi- 
cient tissue was lacking for histologic diag- 
nosis. Of the nine unsatisfactory biopsies 
in the later group, three were in patients 
who subsequently had satisfactory biopsies 
and one was a small child whose lack of 
cooperation made biopsy impossible. 


TABLE 2 
DIAGNOSIS 
1939-43 1943-47 Total 


FREQUENCY OF 


Cirrhosis 1 32 33 
Carcinoma 8 22 30 
Fatty metamorphosis 3 14 17 
Acute hepatitis 0 9 9 
Biliary stasis 0 7 7 
Normal liver 2 6 8 
Necrosis 1 4 5 
Focal fibrosis 0 3 3 
Hemochromatosis 0 2 2 
Acute cholangitis 0 2 2 
Chronic passive congestion 0 1 1 
Hemosiderosis 1 0 1 
Amyloidosis 1 0 1 
Unsatisfactory 10 9 19 


The autopsied cases (table 3) afford an 
opportunity to check the accuracy of the 
biopsy diagnoses. In the early period from 
1939 to 1943, four diagnoses may be consid- 
ered to be correct, whereas in two cases 
the lesion was missed. A case of carcinoma 
of the esophagus metastatic to the liver in 
which only blood was obtained by biopsy 
must be considered an error as must the 
case of bile duct carcinoma which was called 


Davis—Biopsy of the Liver 





161 


differentiated acini. The diagnosis 


well 
of normal glycogen storage was probably 
correct but was not subject to check at au- 


topsy because of postmortem tissue 
TABLE 3 
COMPARISON OF BIOPSY AND AUTOPSY DIAGNOSIS 
FOR PERIODS 1939-1945 AND 1945-1947 
Diagnoses 1939-1943 
Biopsy Autopsy 
1. Blood (2) Metastatic carcinoma 
(esophagus) 
2. Tumor Primary carcinoma 
3. Normal liver Focal fibrosis 
4. Metastatic carcinoma Metastatic carcinoma 


(bronchus) 
Bile duct carcinoma 
Metastatic carcinoma 
(trachea) 
Cirrhosis 
Fatty metamorphosis 
1943-1947 
Hemochromatosis 
Metastatic carcinoma 
(pancreas) 
Metastatic carcinoma 
(bronchus) 
Passive hyperemia 
Carcinoma; cirrhosis 
Cirrhosis 
Cirrhosis 
Metastatic carcinoma 
(esophagus) 


5. Glandular acini 
6. Carcinoma 


7. Cirrhosis 
8. Normal glycogen 


1. Hemosiderosis 
2. Metastatic carcinoma 


3. Carcinoma 


4. Normal liver 
5. Cirrhosis 
6. Cirrhosis 
. Cirrhosis 
8. Metastatic carcinoma 


9. Cirrhosis Cirrhosis 
10. Carcinoma Primary carcinoma 
(liver) 


11. Cirrhosis 
acute hepatitis 
12. Obstructive jaundice 


Cirrhosis 
subacute hepatitis 
Lymphosarcoma with 
obstruction 
(stomach) 
Metastatic carcinoma 
(from colon) 
Metastatic carcinoma 
(from colon) 
Cirrhosis 


13. Metastatic carcinoma 
14. Metastatic carcinoma 


15. Cirrhosis 


changes. During the later period 12 of the 
15 diagnoses may be considered correct, but 
in one, a case of carcinoma (probably pri- 
mary) of the liver, the diagnosis was 
missed although the accompanying cirrho- 
sis was correctly diagnosed. The case of 
passive hyperemia diagnosed at autopsy 
probably was not present when the biopsy 
was taken but this cannot be proved. The 
diagnoses of hemosiderosis and _ slight 
chronic periportal hepatitis are not alto- 
gether satisfactory in the case of hemo- 
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chromatosis, though they are consistent. 

To assess the clinical value of these biop- 
sies is difficult but it is felt that if the 
biopsies established a primary diagnosis or 
confirmed a clinical impression, they were 
helpful. If they were not in agreement with 
the general clinical picture but could not 
establish a diagnosis or were unsatisfac- 
tory they were considered not helpful. In 
the later group it is seen that 91.5 per cent 
of the biopsies were successful and of these 
85 per cent were clinically helpful in con- 
trast to the earlier group. 

From experiences with this series of 
cases it is felt that a kiopsy specimen 
should be obtained in any case of hepato- 
megaly in which the etiology is unknown. 
Biopsies have proved particularly useful in 
following the progress of cirrhosis and in 
the evaluation of treatment of these and 
other chronic forms of hepatic disease. In- 
vestigation of serial changes in epidemic 
and toxic hepatitis has been materially ad- 
vanced by needle biopsy. Further applica- 
tion in these fields is to be expected. In 
addition the study of living tissue obtained 
by human liver biopsy may aid in elucidat- 
ing the normal physiologic function of the 
liver and its operations in metabolic dis- 
ease. The use of the Warburg technic with 
these bits of tissue is under consideration 
at present. 

Generally, it is felt that only easily pal- 
pable livers should be needled and that 
when a biopsy is needed in cases in which 
the liver is not palpable, either direct biop- 
sy through a small surgical incision or vis- 
ualization with a peritoneoscope and needle 
biopsy under guidance should be done. The 
intercostal approach is not recommended 
because of danger of tearing the liver 
should the patient inadvertently breathe 
while the needle is in the liver and held 
rigidly between the ribs. Acutely ill pa- 
tients cannot cooperate in the performance 
of this procedure and transfixion of the 
pleural space always carries a hazard of 
empyema, traumatic pneumothorax or he- 
mothorax or air embolism. 


The use of peritoneoscopy in every case 
is not recommended because it requires ex- 
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pert training and an expensive instrument 
and is consequently not widely availabie. 
In many cases the liver cannot be visualized 
because of omental adhesions and the risk 
is slightly increased. However, in special 
cases in which a nodule is to be transfixed 
under vision or the liver cannot be palpated 
the procedure may be justified. 


The two needles in current use each have 
their advantages. The Silverman instru- 
ment is a little easier to handle and gives 
positive results in a slightly greater per- 
centage of cases; however, the speciments 
are usually macerated and cellular detail 
is distorted. The Roth-Turkel needle is 
larger, yields larger specimens and pro- 
duces little or no distortion of tissue; how- 
ever, it is a little more difficult to handle. 
In some instances it may be impossible to 
get a specimen with this needle. 

It is to be remembered that the tissue 
obtained is only a small part of a large or- 
gan and, although perfectly representative 
of more diffuse pathologic change, the his- 
tologic findings are always to be inter- 
preted with caution. The focal lesions are 
frequently missed so that a negative result 
of biopsy does not rule out the presence of 
tumor, infarction or other localized lesions. 


SUMMARY 


Needle biopsy of the liver has now been 
done on 128 patients with one serious com- 
plication and no deaths. Biopsies have been 
useful in making diagnoses as well as in 
following the progress of patients with 
hepatic disease. 
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THE ETIOLOGY OF PEPTIC ULCER* 
PAUL B. DARON, M. D. 
NEW ORLEANS 
INTRODUCTION 

Peptic ulcer is defined in Dorland’s 
American Illustrated Medical Dictionary as 
“an ulcer seated on the mucous membrane 
of the stomach or duodenum, caused by the 
action of the acid gastric juice.” In addi- 
tion “peptic” ulcers occur in Meckel’s 
diverticuli containing functional gastric 
mucosa, and on the jejunal side of gastro- 
jejunostomy. Ever since the days of the 
early nineteenth century, when widespread 
interest in peptic ulcer really began to man- 
ifest itself, numerous theories of etiology 
have been evolved. As early as 1829 Cru- 
veilhier!? concluded that gastritis was the 
predisposing factor in peptic ulcer and rec- 
ognized that digestion by the acid gastric 
juice was the mechanism by which the ac- 
tual dissolution of tissue resistance was 
effected. In 1848 Rokitanski* stated that 
the lowering of the tissue resistance to acid 
digestion was probably due.to ischemia re- 
sulting from organic or functional closure 
of the blood vessels supplying the mucous 
membrane of the area involved. In 1852 
Gunzberg? recognized the erosive effect of 
gastric juice on the mucous membrane of 

Awarded the Sidney K. Simon Memorial Prize 
for the best thesis on a subject having to do with 
diseases of the digestive tract and submitted to the 


Department of Medicine of Tulane University 
School of Medicine. 
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the stomach, and in 1853 Virchow*! restated 
the opinion of Rokitanski. While an enor- 
mous amount of experimental work has 
been done, and in spite of the fact that we 
have gained much valuable information of 
the physiology and pathology of the stom- 
ach and duodenum, no one theory has been 
proposed which will explain all the facts we 
know about peptic ulcer. If there is ever 
to be a completely acceptable theory of pep- 
tic ulcer, according to Cook and Fuller’ it 
must explain the following facts: 

1. Location of ulceration in the stomach 
and duodenum. 

2. Rare occurrence of ulcers at the py- 
loric sphincter. 

3. Rare occurrence of ulcers outside the 
ulcer-bearing area of the stomach and duo- 
denum. 

4. Size and shape of ulcers. 


5. The occurrence of acute and chronic 
ulcers. 

6. The occurrence of kissing ulcers and 
saddle ulcers. 

7. The age incidence. 

8. The sex incidence. 

9. The occupational incidence. 

10. The presence of pain as a symptom. 

11. The disappearance of pain on taking 
food, and the reappearance of pain when 
the stomach is about three-fourths empty. 

12. The mechanism of effectiveness of 
medical treatment. 

13. The mechanism of effectiveness of 
surgical treatment. 

14. The comparative absence of ulcers 
in such animals as dogs, swine, and cats. 

It will not be attempted in this paper to 
present a theory which will fulfill all the 
requirements of these postulates, for no 
such theory has yet been devised. Nor is it 
likely that any single, all-embracing theory 
will be forthcoming, since the etiology prob- 
ably varies in the different types of ulcer. 
However, the final mechanism in the pro- 
duction of all gastro-duodenal ulcers is 
probably the same, that is, digestion of the 
mucosa by the acid gastric juice. Just what 
are the predisposing factors making possi- 
ble this digestion, and why does it not occur 
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in all individuals with free hydrochloric 
acid in the gastric juice, are factors which 
will be discussed. We shall not be greatly 
concerned in this discussion with Curling’s 
ulcers, or those produced by unphysiologic 
means. We shall deal chiefly with the 
gastro-duodenal ulcer for which there is no 
obvious etiology, and cite the results of 
some of the unphysiologic experiments to 
uphold or disprove ideas which have been 
derived from clinical experience and from 
experiments with normal individuals and 
with ulcer patients. 


THE PSYCILIOSOMATIC AND CONSTITUTIONAL 


ASPECT OF PEPTIC ULCER 

The importance of acid digestion in the 
production of peptic ulcer has long been rec- 
ognized, and it has been adequately demon- 
strated that most ulcer patients have hyper- 
chlorhydria. However, the factors leading 
to the excess secretion by the gastric mu- 
cosa are not well known, nor is it known 
why the gastric or duodenal mucosa of the 
ulcer patient is sometimes digested by a 
gastric juice which contains no more acid 
than is seen in some normal individuals. Is 
it not reasonable to assume that there is 
something inherent in the constitution- 
personality pattern of the individual which 
causes gastric hypersecretion and/or de- 
creased resistance of the gastrointestinal 
mucosa to digestion. In seeking the answer 
to this long unsolved question, Wolf, Stew- 
art, and Wolff** had the unique opportunity 
to study a modern Alexis St. Martin, in- 
cluding a careful correlation of emotional 
status with gastric function. This subject 
was 56 years of age and had been 
feeding himself through a 3.5 cm. surgical 
gastrostomy since the accidental occlusion 
of his esophagus at the age of nine years. 
According to these authors the man was in 
excellent health and rarely had stomach 
trouble. “He is shy, proud, sensitive, stub- 
born, and slightly suspicious. He is fun 
loving, but very conscientious.” He had a 
collar of gastric mucosa protruding on the 
abdominal wall, and estimates of vascular 
change were made by comparing the color 
of the gastric mucosa to a standard scale. 
These estimates were checked by a blood 
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flow recording device. Standard analyses 
of the gastric content were made from as- 
pirated specimens, and a careful note of 
the mood, content of thought, and preoccu- 
pations was made. No artificial situaticns 
were created for purposes of this study, and 
only situations naturally occurring in the 
life of this individual were analyzed. The 
following facts were noted and conclusions 
reached: 

1. Acid in small amount was secreted 
continuously. 


2. Spontaneous increase in acid produc- 
tion was accompanied by blushing of the 
mucous membrane and an increase in the 
motility of the stomach. 


3. Fear and sadness, which occurred in- 
frequently, were accompanied by a decrease 
in acid and a decrease in stomach contrac- 
tions. 

4. Conflict involving anxiety, hostility, 
and resentment were accompanied by in- 
creased acid and motility, and by hyper- 
emia. These responses were much more 
frequent than fear and sadness. 


5. Intense, sustained anxiety, hostility, 
and resentment were accompanied by pro- 
longed engorgement, hypermotility, and in- 
creased secretion. Erosion and hemorrhages 
appeared spontaneously or were elicited by 
slight trauma. 


6. The stimulation of an erosion by gas- 
tric juice caused an increase in acid and 
more general engorgement. 


7. The lining of the stomach was pro- 


tected by mucous. 
the duodenum. 


8. It is likely that this mechanism is 
present in the average ulcer patient. 

Since it is now believed that there is a 
close connection between the psychic state 
of the individual and his gastric function, 
and since this connection is probably medi- 
ated by peripheral nerves, it is important 
to understand the innervation of the stom- 
ach. The following explanation is given 
by Best.*. The abdominal viscera are under 
the control of the sympathetic and the para- 
sympathetic nervous systems, which are 
more or less antagonistic, and which are 


There is no mucous in 
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more or less in balance. The action of the 
autonomic nervous system is influenced by 
maliy intrinsic and many extrinsic factors. 
Stimulation above a certain level, which 
varies for each individual, and which Best 
calls the “threshold of endurance” results 
in an upset of balance, and in some cases, 
there is an increase in parasympathetic 
outtlow, and in some cases a decrease in 
sympathetic activity. The upper viscera 
get their parasympathetic supply from the 
cranial outflow (vagus nerve) which arises 
from vegetative centers (involuntary) 
which are connected with the cortical cen- 
ters (voluntary). The colon and lower 
viscera are supplied by the sacral outflow. 
Vagal stimulation results in hypertonicity 
or spasm of the pyloric sphincter, hyper- 
motility of the entire gastrointestinal tract, 
and prolonged secretion of hyperacid gas- 
tric juices. Secretion of the protective mu- 
cous is first stimulated, and then inhibited. 
Because of the pyloric spasm the stomach 
has atony and the gastric content is retained. 
In addition, regurgitation into the stomach 
of the alkaline intestinal juices and bile is 
interfered with, and a further obstacle to 
neutralization of the acid gastric juice is 
imposed. Furthermore, the spasm of the 
pyloric sphincter interferes with the blood 
supply of the mucous membrane, and re- 
sistance is further decreased. This patho- 
logic physiology may occur in an¥ given in- 
dividual intermittently or constantly for 
varying lengths of time. Almost every fea- 
ture of this functional state predisposes to 
digestion of the mucous membrane, and ac- 
cording to Best any given person has only a 
limited capacity for endurance of the state. 
The non-acid secreting portion of the stom- 
ach and the first portion of the duodenum, 
which are most susceptible to acid digestion, 
are naturally the first to succumb. 


The next problem that arises is what 
makes some individuals vagotonic, or what 
gives them a low threshold to stimuli which 
produce a parasympathetic overflow, or 
what gives them a lowered endurance to 


the state of parasympathetic overflow. At 
this point we leave the field which is in the 
realm of anatomy and physiology and enter 
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the fields of psychobiology, psychiatry, and 
psychoanalysis. The psychoanalytic school, 
according to Lapinsohn** describes the fol- 
lowing as a typical pathogenesis of the per- 
sonality pattern characteristic of the ulcer 
patient. They state that certain unhappy 
experiences interfere with normal psycho- 
sexual development, and the individual fails 
to mature emotionally. This failure to ma- 
ture increases passive wishing, as passivity 
is correlated with earlier stages of phsycho- 
sexual development. If such an ego is 
thwarted aggresively, it reacts by feelings 
of inferiority and guilt. However, the whole 
process is concealed under a flood of over- 
compensation, manifested by an independ- 
ent, responsible attitude in adult life. This 
regression to passivity causes a fusion of 
the oral and the passive attitudes, that is, 
wishes to be loved, and wishes to be fed. 
The individual thus regresses emotionally 
to the infantile, passive state where being 
fed and being loved were characteristic of 
this emotional stage. The wish for care is 
repressed, but is easily converted to a de- 
sire to be nourished. Thus, there is initiated 
a continuous, unconscious, psychic stimulus 
which provokes vascular, secretory, and mo- 
tor responses in the gastrointestinal tract 
until it behaves as if it were taking food. 
The constant hypersecretion is not counter- 
acted by its natural antagonist, food, and 
thus it has the opportunity to digest the 
mucous membrane. Or, stated another way, 
emotional conflict leads to functional 
change in the organ affected, which results 
with time in organic change. 


Katz** states that ulcer is a disease of 
civilization. It is absent in parts of the 
world where stress and tension are minimal. 
He characterizes the ulcer patient as a hy- 
persensitive, hyperirritable, hyperactive, 
individualist who has a great deal of drive 
and who is very meticulous. Distress often 
begins in the adolescent period when pro- 
found physiological and emotional changes 
occur. Katz states that they have “vague 
‘stomach pains,’ diarrhea, severe constipa- 
tion, and flatulence.” The x-ray shows little 
at this time. Bokus calls these conditions 
“pseudo-ulcer,” or “pyloro-duodenal irrita- 





166 


bility,” and says that they are an interme- 
diate stage of ulcer. 


In a psychoanalytic examination of 33 
young adult males with gastric or duodenal 
ulcer, Winkelstein** and Rothschild** found 
a highly characteristic psychic background. 
According to these workers, the ulcer pa- 
tient suffers from chronic frustration, and 
inward direction of repressed, strong, emo- 
tional stimuli with prominent sadistic and 
masochistic features. They state that the 
inward tension or drive bears a close rela- 
tionship to the incidence and recurrence of 
peptic ulcer, and that they believe that pep- 
tic ulcer is definitely a psychosomatic 
disease. 


One study by Bolen® in connection with 
the emotional factors in peptic ulcer is 
very instructive. He took 40 patients with 
chronic ulcer of long duration and 40 pa- 
tients of the nervous type with ulcer and 
with symptoms that disappeared when emo- 
tional tension was discovered and eradi- 
cated. He determined the free and total 
acid after a 12 hour period of fasting, and 
used samples aspirated every 15 minutes 
for one hour. He considered 20-40° free 
HC1 normal, 40-60° moderately high, and 
over 60° markedly high. All these patients 
had x-ray evidence of ulcer, and they were 
studied only when they exhibited symptoms. 
The majority of patients in both groups had 
more than 40° free acid. The patients in 
group I, in whom no emotional factors were 
elicited, were kept on a modified Sippy diet, 
and they remained symptom free as long as 
they adhered to it. The patients in group 
II, in whom emotional factors were elicited, 
had the same symptoms as those in group I, 
but the severity of their symptoms varied 
proportionately to the amount of emotional 
stress. Upon removal of the specific dis- 
turbance, the symptoms disappeared. There 
was a definite decrease in free acid and in- 
total acid when the symptoms ceased. The 
obvious conclusion to be reached from the 
results of this experiment is that the gastro- 
intestinal system is closely bound up with 
the psyche by means of the autonomic sys- 
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tem, and that ulcer symptoms are relieved 
when emotional tension is relieved. 

In addition to there being a personality 
pattern which is characteristic of ulcer pa- 
tients, there is a constitutional or structural 
pattern as well. Lapinsohn?* quoting Shel- 
don says that the ulcer patient usually has 
a slender, moderately large trunk with a 
lightly built frame. The shoulders are 
broader than the waist, and the chest is 
somewhat larger than the abdomen. The 
patient is high to tall. He then introduces 
the terms “gynandromorphy” and “andro- 
morphy.” These refer to the bisexuality 
of a physique, the occurrence of the sec- 
ondary sex characteristics of the opposite 
sex. The characteristics of gynandro- 
morphy according to Sheldon are the fol- 
lowing: 

1. Widened hips 

2. Broad pelvis, fine form 

3. Female hair distribution 

4. Fatty simulation of mammary devel- 
opment 

5. Small and underdeveloped arms 

6. Soft and velvety skin 

7. Well developed outer curve of the leg 
8. Small facial features with softened re- 
lief 

9. An intrusion of softness 

10. Long eyelashes | 
The gynandromorphic index, or the number 
of these Msted features occurring in the 
male patient, is low in the gastric ulcer pa- 
tient, but very high in the duodenal ulcer 
patient. 

Lapinsohn further states that the electro- 
encephalogram of the ulcer patient shows 
alpha waves three and one-half times as fre- 
quent as in the normal individual. He states 
that this is compatible with the passive, re- 
ceptive type which these people actually are 
under their front of aggression and inde- 
pendence. In addition they characteristi- 
cally have an electrocardiogram which 
shows a slow sinus arrhythmia, and a 
prolonged P-R interval, also indicating 
vagotonus. 

GASTRIC ACIDITY IN ULCER PATIENTS AND 

IN NORMAL INDIVIDUALS 
In spite of the fact that much has been 


conjectured about gastric acidity in ulcer 
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patients, we still have very little actual in- 
formation on the subject. Most of the 
information obtained has been derived from 
aspirated gastric content from fasting in- 
dividuals or from individuals after admin- 
istration of some kind of “test meal.’’ Most 
of the test meals are designed to stimulate 
one fraction or another in the gastric con- 
tent, but few if any are physiological. In- 
formation on the fluctuations in the gastric 
acidity over 24 hours of normal activity 
in the normal individual or in the ulcer 
patient eating regular meals is totally lack- 
ing. The reasons for this are mostly techni- 
cal ones. It is virtually impossible to keep 
a stomach tube in a patient for any pro- 
longed period. Also it is very difficult or 
even impossible to feed the subject normal 
meals and have them elicit the usual gas- 
tric response, and at the same time evacu- 
ate the stomach in order to make the neces- 
sary analyses. In addition, the analysis of 
gastric content containing food remains is 
totally unsatisfactory. 


However, the problem has been ap- 
proached in various ways. One very en- 
enlightening study was done by Sandweiss, 
Sugarman, Podolsky, and Friedman.** They 
report a study on the nocturnal gastric se- 
cretion in 38 normal and 29 duodenal ulcer 
patients. They conducted their study at 
night because the gastric juice is less con- 
taminated at that time, and because they 
were interested in that seven or eight hour 
period when the stomach is empty and the 
gastric secretion is not neutralized by ex- 
trinsic agents. For purposes of this study 
they fed their subjects a fairly normal meal 
at 6:00 p. m. It consisted of 45.1 gm. pro- 
tein, 42.7 gm. fat, and 109.8 gm. carbohy- 
drate, totaling 992 calories. They obtained 
the following results: 


1. There is a much lower titratable acid 
after the meal than before it, presumably 
because of the absorption and dilution of 
acid by the meal. Only after 9:00 p. m. did 
the concentration of acid begin to rise. 


2. Curves of acid concentration in the nor- 
mal individual and in the ulcer patient are 
the same until 12:00 p. m. However, the 
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acid concentration goes higher in the nor- 
mal individual after this time. 

3. Fifty-three per cent of normal males 
and 24 per cent of ulcer patients had over 
70° acid during the night. This is consid- 
ered abnormal. 


4. The authors obtained a consistently 
greater volume of gastric juice in the ulcer 
patient. However, this is true only if aspir- 
ations are performed every hour or once 
during the eight hour period. If continuous 
aspiration is employed, the volumes ob- 
tained are not significantly different. The 
inference is that the ulcer patient does not 
hypersecrete, but does have a certain de- 
gree of gastric retention. 


Another interesting and _ illuminating 
study in this problem of gastric secretion 
was done by Berk, Rehfuss, and Thomas.® 
They selected 23 active duodenal ulcer pa- 
tients at random, all having x-ray evidence 
of the lesion, and a group of normal individ- 
uals with no abdominal complaint. The sub- 
jects swallowed a double lumen tube before 
breakfast, after having fasting for 12 hours. 
The tip of the tube was shown to be in the 
dvodenum by fluoroscopic and x-ray meth- 
ods, and samples were drawn simultane- 
ously from the stomach and duodenum 
every 10 minutes for half an hour. The pH 
of each sample was determined electrically, 
and the free and total acid was titrated 
using the standard indicators. In addition, 
the “excess neutralizing ability’, or “the 
amount of N/10 HCl necessary to bring 
about a positive colorimetric reaction for 
free acid” was obtained on the samples. The 
average pH in the stomach of the fasting ul- 
cer patient was 1.65 compared to 3.51 for the 
normals. In the duodenal samples (fasting) 
the average pH for ulcer patients was 3.69 
compared to 5.60 for the normals. There was 
a consistent overall increase in the acid of 
the ulcer patient but a consistently greater 
difference in the pH of the gastric and duo- 
denal samples than in the normal subject. 
The duodenal ulcer patient showed less acid- 
ity with each succeeding aspiration, and 
fluctuation in the reaction of the contents 
of the duodenum was more pronounced in 
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ulcer patient, but not as great after fasting 
as during digestion. 


The average excess neutralizing ability 
of the duodenal contents was 11° which is 
less than that which is found in fasting nor- 
mals, 17°, or in the patient with ulcer after 
the Ewald test meal, 14°. Thirty-seven and 
one-half per cent of ulcer patients failed 
to show excess neutralizing ability whereas 
only fourteen and one-half per cent of nor- 
mal individuals failed to show it. Of the 
uleer patients who had taken the Ewald 
meal, forty-one and three tenths per cent 
failed to show excess neutralizing ability. 
These authors state that the values obtained 
in their determinations may not be quanti- 
tatively correct, but that they serve as good 
comparative measures. To summarize, they 
found that gastric acidity is higher in the 
duodenal ulcer patient than in normal indi- 
viduals; fasting gastric acidity in these pa- 
tients is almost the same as that after the 
Ewald test meal; the contents of the duode- 
num are not only more acid in the fasting 
patient than in the normal, but that duo- 
denal neutralizing ability is overcome for a 
longer period; the neutralizing ability of 
the duodenum is defective in the duodenal 
ulcer patient, and it is almost as good fast- 
ing as during a meal. This latter finding 
may represent increased neutralizing abil- 
ity in the fasting state or impaired neutral- 
izing ability after eating. 

EVIDENCE FOR THE ACID DIGESTION THEORY 

OF ULCER PRODUCTION 

There can no longer be any doubt that 
the actual dissolution of the gastro-intes- 
tinal mucosa in the production of peptic 
ulcer is brought about by the action of the 
acid gastric juice. This can be shown in 
two principle ways. As has been demon- 
strated many times, we can produce peptic 
ulcer either by stimulating excessive acid 
gastric secretion or by removing the physi- 
ological antagonists of those secretions. 
Koellinker and Miller, quoted by Driver and 
Carmichael,'® in 1851 were the first to ob- 
serve that dogs and other animals with 
biliary fistula frequently develop gastric 
and duodenal ulcers. In 1932, Bollman and 
Mann found that ligation of the common 
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duct produced ulcers in sixty per cent of 
dogs, and in 1935 Blanck found that ulcers 
caused by loss of bile in dogs could be pre- 
vented by feeding bile by mouth. In per- 
fusion experiments by Driver and Car- 
michael, using isolated loops of gut in anes- 
thetized dogs, and exposing them to acid- 
pepsin mixtures both with and without bile 
salts, they obtain some very striking re- 
sults. They found that the presence of bile 
salts in the perfusion material greatly in- 
hibited the peptic digestion of the intestinal 
wall at a pH of 1.25, and prevented perfora- 
tion of a margin of 138 minutes with bile 
as contrasted with 82 minutes when no bile 
was used. 


The following experimental work cited by 
Code!! also points unquestionably to the 
production of peptic ulcer by the acid gas- 
tric juice. Abolition of pancreatic secretion 
by ligation of the ducts resulted in six duo- 
denal ulcers out of sixty-one dogs, in ex- 
periments by Ivy and Fauley. Loss of the 
duodenal secretion by removal of the duo- 
denum and replacing it with jejunum, into 
which the bile and the pancreatic ducts have 
been transplanted resulted in ulcer in twen- 
ty per cent of the dogs operated upon by 
Mann and Kawamura and Mann and Wil- 
liamson. By ligating the common bile duct, 
Mann and Bollman secured 73 per cent pep- 
tic ulcers in their series. By creating the 
loss of pancreatic juice, succus entericus, 
and bile, by means of duodenal drainage, 
Mann and Williamson secured 88 and 95 


‘per cent ulcers in two of their series, and 


Morton, and Fauley and Ivy secured 100 
per cent ulcers in similar experiments. 

In addition to producing ulcer by removal 
of the physiological antagonists of gastric 
secretion, we can also produce this lesion 
by stimulating excess secretion of hydro- 
chloric acid and the ferments which usually 
accompany it. We can not only stimulate ex- 
cess gastric secretion, but we can simulate 
and exaggerate two of the important phases 
of digestion. We can simulate the psychic 
and oral phase of digestion by ham feeding 
as was done by Silverman (quoted by 
Code!'). He did esophagostomies on 23 
healthy adult dogs and fed them orally three 
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times « day between the three meals which 
were ‘ed by a surgical gastrostomy. Eight- 
een «! the dogs developed ulcer in 14 to 17 
days. Their gastrostomy meals consisted of 


meat. bouillon, and bread, which they re- 
ceived alternately with the sham meals. 
Here we see duplicated almost perfectly the 


const:int gastric secretion of nervous origin 


as is postulated by the psychiatrist in cases 
of chronic anxiety. Also we see well demon- 
strated the results of the action of the pow- 
erful acid gastric juice, not neutralized by 
one of its most important antagonists— 
food. 


On the other hand we can use histamine, 
the gastric hormone(?), to simulate a con- 
tinued chemical phase of digestion. The 
method utilizing histamine in beeswax to 
produce peptic ulcer was developed by Var- 
co and Code in 1940 (quoted by Code!'). 
They found that a prolonged gastric hyper- 
secretion was produced by histamine used 
in this manner, and that they could obtain 
an equivalent of one to two liters of N/10 
HC1 in 24 hours with one injection in dogs 
with gastric pouches, compared to a four 
hour period of stimulation produced by in- 
jecting aqueous histamine, which resulted 
in only about 100 c.c. of secretion. Using 
this important new experimental method 


| for ulcer production, they obtained twelve 


ulcers in 13 dogs within a period of 30 days, 
using daily injections. In another series of 
experiments with gastrectomized dogs, no 
ulcers were obtained. Obviously the mechan- 
ism for ulcer production here is gastric hy- 
persecretion. 


THE RELATION OF PEPSIN TO PEPTIC ULCER, AND 
THE ROLE OF MUCOUS IN PROTECTING THE MUCOUS 
MEMBRANE FROM PEPTIC DIGESTION 


It was observed by Komarov" that dogs 
with Pavlov type gastric pouches, which 
secrete a strong acid and a high concentra- 
tion of pepsin can live for years, even 
though as much as 200 c.c. of this power- 
ful mixture would accumulate in 24 hours, 
and even though it would not be aspirated 
more than once a day. These animals do not 
develop peptic ulcers. However, if the juice 
from one of these pouches were allowed to 
come into contact with the animal’s skin, a 
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huge ulcer would develop in only a few 
hours. No material was present in the pouch 
that was not present on the skin except 
mucous. He further observed that dogs with 
the Heidenhain type of pouch, which 
secretes much acid but very little pepsin, 
do not develop ulcers if the juice from their 
pouch comes into contact with their skin. 
This led him to pursue two ideas—first, 
that pepsin is necessary for acid digestion 
of the gastrointestinal mucous membrane; 
and second, that there is something in or 
on the lining of the living stomach that 
protects it from digestion by its own secre- 
tion. 


In following up the first idea Komarov 
quotes a very important piece of experi- 
mental work by Schiffrin, in which time the 
latter perfused isolated loups of cat intes- 
tine with HCl at a pH of 1.2, both with and 
without pepsin added to the mixture. In 
using the pepsin containing mixture, he 
consistently got bleeding, ulceration, and 
frequent perforation. In using plain HCl 
solutions for perfusion material, he noted 
few, if any, harmful effects in the intes- 
tinal loops perfused. He found that he did 
get bleeding and ulceration when using acid 
alone in perfusion of the stomach or in per- 
fusion of the duodenum through the stom- 
ach. However, upon closer examination, he 
always found pepsin in appreciable quanti- 
ties in the perfusate. Even here, however, 
ulcers were produced much quicker if an 
acid-pepsin mixture were used than if acid 
alone were used. In further work along this 
line Schiffrin instilled acid-pepsin mixtures 
hourly into fasting cats’ stomachs for pe- 
riods of eight hours and found that the 
cats died in five to eight days with ulcera- 
tion and hemorrhages. These cats perfused 
with acid alone survived. Schiffrin con- 
cluded that pepsin is necessary for ulcer 
production. 

In pursuing his second idea, Komarov re- 
viewed the literature on the chemical and 
physical properties of gastric mucous and 
tried to determine its efficacy in neutral- 
izing the acid-pepsin mixture which nor- 
mally occurs in the gastric secretion. From 
his studies he concluded that the surface 
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mucus, which is secreted constantly by the 
gastric epithelium, is effective in neutral- 
izing or otherwise inactivating gastric 
juice and in protecting the gastric mucosa 
by virtue of their properties: 

1. Mucus consists largely of a mucopro- 
tein not soluble in dilute HCl. Its viscosity 
increases with the acidity of the gastric 
content, and thus it can mechanically pre- 
vent contact of the acid-pepsin mixture with 
the mucous membrane. 

2. It can buffer, absorb, and neutralize 
HCl. 

3. It is relatively resistant to digestion. 
It is digested slowly at 37° C. by acid-pepsin 
mixtures, but after dissolving it forms an 
acid-insoluble precipitate which is more re- 
sistant to digestion than the original 
mucous. 

Komarov presents some evidence from 
the literature of a postulated ferment “anti- 
pepsin.” Many men have claimed to have 
isolated it, but all of them seem to disagree 
upon what its physical properties are. Ko- 
marov agrees with Lagenskiild that the 


effects noted can be explained on the pres- 
ence of albumoses and peptoses, and in some 
cases even to inorganic salts which may have 
contaminated the supposedly “pure” sub- 
stances isolated. 


ENTEROGASTRONE AND UROGASTRONE 

Besides the protection of the gastrointes- 
tinal mucous membrane by food, regurgita- 
tion of the alkaline intestinal juices, mu- 
cous, and the possible “antipepsins”, an- 
other mechanism of possibly great import- 
ance has been discovered. It has long been 
known that fat and sugar inhibit gastric 
secretion and motility, and induce a tem- 
porary gastric retention. However, it has 
only recently been discovered that the 
mechanism for this action is the produc- 
tion of a hormone called enterogastrone 
from the mucosa of the upper intestinal 
tract. According to Ivy** it can be obtained 
as an extract of the upper intestinal tract 
and is effective even when given parenter- 
ally. Fractions can be obtained which will 
inhibit either the acid secretion or the 
motility of the stomach independently of 
the other function, so “enterogastrone” is 


probably composed of more than one «ub. 
stance. Also it has been discovered ‘hat 
the urine of dogs and man contains sub- 
stances which inhibit gastric secretion and 
motility. This, of course, suggested the idea 
that the urinary substances may represent 
the excreted form of enterogastrone. The 
urinary form has been called “‘urogastrone,” 


Many interesting facts have been dis. 


covered about these two substances and 
their bearing on gastro-intestinal physi- 
ology and pathology. It has been found that 
an increase or decrease in the fat content 
of the diet of man or dog will increase the 
amount of urogastrone in the urine of man 
or dog. Also it is believed that the peptic 
ulcer patient excreted less urogastrone than 
the normal individual. When the gastro- 
intestinal tract of the dog is removed, the 
urogastrone excretion diminishes greatly, 
but is not entirely abolished. The remaining 
anti-ulcer substance may be non-specific, 
however. It is also known that pepsin will 


inactivate enterogastrone but does not af- fF 
fect urogastrone. Urogastrone has been ff 


tried in the treatment of the ulcer patient, 


but its use had to be discontinued because f 
it caused a local swelling at the site of in- F 


jection several hours later. 


Some experimental work with enterogas- ff 


trone on dogs has been done and it gives 
very promising results as a possible cure 
for ulcer patients. In dogs with the Mann- 
Williamson operation, 98 per cent die with- 
in 1 to 9 months with ulceration of the 
stomach or duodenum. However, in 33 dogs 
with this operation performed, in which 
enterogastrone was administered, only 25 
per cent developed ulcer. Ivy states that 
these dogs probably became refractory to 
the material. After preventing ulcer in 
these dogs for one year, the enterogastroneé 
was discontinued. In 11 dogs no ulcer de 
veloped in one year with no treatment. 
Seven out of eleven were alive one and 
and one-half to two years after cessatiol 
of treatment. 

The actual mechanism for the protection 
of the gastrointestinal mucosa by this in 
testinal extract is now known. However, 
there are four proposed mechanisms which 
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may be of importance. It may cause a de- 
crease in the production of acid, a decrease 
in production of pepsin, an increase in re- 
sistance of the gastrointestinal mucosa to 
the acid-pepsin mixture, or may work by 
some combination of these mechanisms. Ivy 
has actually observed a lessened tendency 
to prolonged acid secretory response after 
a meal. He has likewise noted a decrease 
in the production of pepsin, though its pro- 
duction is not abolished. As to the increase 
in resistance of the mucous membrane, we 
can only speculate about for the present, at 
least, since we have no adequate method of 
objectively measuring tissue resistance. 
Enterogastrone has been given to fifteen 
ulcer patients who have had two or more 
recurrences of symptoms annually, and 
palliative results have been obtained. How- 
ever, the series is not large enough to be 
of statistical significance yet. 
THE ROLE OF THE VAGUS NERVE IN PEPTIC ULCER 
In view of the importance which is now 
being attached to the psychosomatic etiolo- 
gy of peptic ulcer and to neurogenic causes, 
both of which presuppose that the vagus 
is a link in the pathway from the cerebrum 
to the stomach, it becomes important to 
know how much significance to attach to 
this nerve in normal stomach secretion and 
in the secretion of the ulcer patients. It like- 
wise is important to know whether individ- 
uals with bilateral vagotomy could develop 
peptic ulcer, and whether vagotomy would 
be beneficial in the treatment of ulcer cases. 
Unfortunately, all the answers are not 
known. However, some valuable steps to- 
ward answering them have been taken. 
Winkelstein*t has made many valuable ob- 
servations. Using special means, consisting 
of chewing an orange to stimulate the nerv- 
ous phase of digestion, and injecting beef 
bouillon into the stomach of the individual 
without his knowledge in order to stimulate 
the chemical phase, he found that the nerv- 
ous phase is hyperactive in ulcer patients 
and the chemical phase is normal. Using 
histamine, which closely stimulates the 
action of the gastric hormone, he obtained 
only a moderately high response in the ulcer 
upon using fifteen units of insulin intra- 
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patient as compared to normal. However, 
venously and producing a marked hypogly- 
cemia, which is a powerful stimulus to the 
vagal nucleus, he found that the ulcer pa- 
tient responds with a very high gastric se- 
cretion as compared to normal individuals 
receiving the same test. Furthermore, in 
his studies on nocturnal gastric secretion he 
found that the ulcer patient has a higher 
acidity and a large volume of secretion dur- 
ing the night whereas the normal individual 
has little or no secretion. He believes that 
nocturnal secretion is of vagal origin. Also 
after a partial gastrectomy many of the pa- 
tients continue to secrete free hydrochloric 
acid. Winkelstein reasons that since the 
source of the gastric hormone is gone, the 
acid must be of vagal origin. Furthermore, 
it has been demonstrated repeatedly that 
electrical stimulation of small areas of the 
hypothalamus and of the vagus can produce 
ulcers in the stomach and duodenum of 
animals. 

Dragstedt'’ has also done some very im- 
portant experimental work in this field. 
He found that in dogs in which the stomach 
had been isolated from the rest of the gas- 
trointestinal tract and in which the gastric 
secretion was recovered by a cannula, the 
volume of secretion was reduced by vago- 
tomy from 1100 c.c. a day to 410 c.c. a day, 
and the acid was reduced from .35-.42 per 
cent before the operation to .11-.32 per cent 
afterward. He too believes that. the hyper- 
secretion in ulcer patients is neurogenic, 
and that the vagus is the pathway for the 
stimulus. 


As to results in the ulcer patient receiv- 
ing vagotomy, the preliminary reports are 
very promising. In 1945 Dragstedt reported 
on 39 cases on which he had performed the 
operation for peptic ulcer. Thirty-two re- 
ceived a supra-diaphragmatic vagotomy 
bilaterally, and the proximal ends of 
the severed nerves were sewn into the 
pleural cavity. Seven patients received an 
infra-diaphragmatic vagotomy because of 
a high grade stenosis necessitating gastro- 
enterostomy or resection. In the last 21 pa- 
tients operated upon, a positive response to 
the insulin test was elicited in all before op- 
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eration. Only one doubtful reaction was ob- 
served in the group after operation. The 
rest of the patients gave an entirely norma! 
response. Of the first patients operated up- 
on, all but one have obtained striking and 
persistent relief from symptoms two and 
one-half years after the operation. They 
live on unrestricted diets and without 
medication. 

Winkelstein* quoting Berg’s results in 
34 vagotomies states that there was a post- 
operative achlorhydria in 26 cases, and that 
31 have remained well four to nine years 
after operation. He points out, however, 
that vagotomy should not be done in cases 
of pyloric obstruction with atony, since 
vagotomy decreases the tone and peristaly- 
sis of the stomach. He further cautions that 
vagotomy should only be done after sub- 
total gastrectomy, since atony of the entire 
stomach produces distressing symptoms. 

In 25 cases of transthoracic vagotomy re- 
ported by Grimson, Taylor and associates"! 
they claim results comparable to those of 
Dragstedt, and agree with him on the ra- 


tionale of doing the operation for peptic 
ulcer. They too point out that vagotomy 


must be combined with pyloroplasty or 
gastro-jejunostomy in cases of pyloric ob- 
struction for best results. 

As to what objective benefits the patients 
may derive from vagotomy, we have this 
much information from the authors who 
have performed the operation. Grimson, 
Taylor and associates say that there is a 
temporary but definite and significant de- 
crease in the response to histamine post- 
operatively. There is a permanent decrease 
in the response of insulin, and besides a 
decrease in the volume of gastric secretion 
and the acidity of the secretion, there is a 
prominent and constant decrease in the mo- 
tility of the stomach. Dragstedt agrees that 
postoperative secretory response to insulin 
is abolished, and that there is a marked de- 
crease in motility of the stomach. However, 
he points out that intestinal peristalsis is 
increased, and that some of the patients 
have even been relieved of constipation by 
the operation. He found, as did Barnofski, 
Friesen, et al. that vagotomy does not re- 
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duce the response of the stomach to his. 
tamine. The latter authors found that bilat. | 
eral vagotomy does not protect dogs ‘rom 


ulcers produced by daily injections of his. 
tamine in beeswax. 


SOME SPECIAL TYPES OF PEPTIC ULCER 


There are undoubtedly many factors inf 
the etiology and pathogenesis of peptic ulcer Fj 
which we have not touched on. Indeed many 


special types of “peptic” ulcer exist which 
are produced rather constantly under a giy- 


en set of conditions or which have a plausi- 
ble connection with some special insult to Ff 


the body. We shall mention only a few of 
these. 


One such special type of ulcer is Curling’s 


ulcer. It has long been known that the ulcer FF 
can be reproduced in dogs, if sufficiently 
large areas of skin are burned away. The — 
exact mechanism for production of this type 
of peptic ulcer is not known. Hartman” f 
suggests that one or more of these four 


mechanisms is at work and gives some ex- 
perimental evidence in favor of each: 

1. Hyperacidity of gastric secretion. 

2. Action of a burn toxin. 


3. High blood concentration resulting in f 


stasis and hemorrhage. 


4. Sepsis, causing petechiae in the gastro- 
intestinal mucosa and leading to ulcer for- F 


mation. 


He points out that in a series of dogs in : 
which he produced second and third degree 
burns experimentally, he could reduce the F 


incidence of Curling’s ulcer from 63.3 per 
cent to 6.6 per cent by changing the therapy 


from a vaseline dressing to a tannic acid f 
dressing. The significance of this finding F 
in the etiology of Curling’s ulcer is no > 


known. 


Another type of ulcer which has had fe 
much publicity, but which has not been sf 
well established by objective experiments fF 
tion and reasoning, is the traumatic ulcer. f 
Fowler’ believes that there is such an eti- F 
ology for peptic ulcer, and states that he 
has satisfied himself of the authenticity o 
35 cases, collected from the literature from f 
1840 to 1941, and of 42 cases out of 705 


reviewed from the literature of 1941 t 
1943. The absolute criteria which have 
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been set up for determining a traumatic 
uleer are quite academic and very difficult, 
if not impossible, to apply to the actual 


case. However, using the author’s modifi- 
cation of criteria set up by Lenninger and 
Molenius, he states that approximately 0.6 
per cent of the cases he reviewed were of 
traumatic origin. 


The “neurogenic” ulcer is one which has 
been recognized and accepted for many 
years. In a lengthy review of the subject, 
Balo* gives the following historical account 
of neurogenic ulcer. In 1841 Rokitanski de- 
scribed a type of stomach ulcer connected 
with intracranial damage of the newborn 
and another found in children and in adults 
as a result of pathology in the brain and 
meninges. In 1845 Schiff found that uni- 
lateral damage to the optic thalamus and 
peduncle may cause softening and even per- 
foration of the stomach. He also found 
that this effect was abolished by severing 
the vagus. Westphal and Underhill pro- 
duced erosions of the rabbit stomach by 
stimulating the vagus with pylocarpine. In 
1932 Cushing observed peptic ulcer caused 
by removal of a brain tumor. In. view of 
these facts we might expect to see a high 
incidence of intracranial damage in ulcer 
patients who come to autopsy. However, 
such is not the case. Balo quotes Greiss as 
finding central nervous system changes in 
only 5 per cent of 138 ulcer cases, and 
Vonerahe as finding only 21.6 per cent of 
brain disease in his series of ulcer cases. 
Balo himself found hemorrhages in the 
brain or meninges of 32 per cent of his 
ulcer cases at autopsy. However, only 12 
per cent of the cases showed gross hemor- 
rhage. 


One other syndrome is of interest to us 
at this point. It has been noted often in 
practice that fracture of a long bone is fol- 
lowed by hematemesis. Wangensteen*® was 
able to produce peptic ulcer in 53 per cent 
of dogs by drilling a hole in both sides of 
the humerus (piercing both cortices) or by 
drilling a hole followed by curettage, or 
by fracturing the humerus. The question 
arises, is the ulcer due to a histamine effect 
and gastric hypersecretion, or is it due to 
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fat embolism, or are both factors operating 
here. It is interesting to note that neither 
the dog with the experimental fracture nor 
the patient with the accidental fracture 
shows hyperacidity except very rarely. To 
demonstrate or rule out the action of fat 
embolism in this instance Wangensteen in- 
jected intravenously 1.5 c.c. of fat per kilo- 
gram body weight into rabbits, simultane- 
ously injecting histamine in beeswax. Al- 
most 100 per cent of these animals developed 
ulcer, whereas rabbits injected only with 
histamine in beeswax seldom developed ul- 
cer. The fat does not cause an increase in 
acidity, so we must presume embolism, 
ischemia, necrosis, and acid-peptic digestion 
as the mechanism at work here. Wagen- 
steen points out that it was known as long 
ago as 1916 (Bissell) that fat emboli are 
frequently found in the brain and lungs of 
people dying early after the fracture of a 
long bone. So the assumption is that fat 
embolism after bony fracture may cause 
peptic ulcer. 


SOME OTHER HYPOTHESES ON PEPTIC ULCER 

So many other experimental methods 
have been devised for the production of 
peptic ulcer, and so many other theories 
about the predisposing and precipitating 
factors of peptic ulcer have been set forth 
that it is not within the scope of this paper 
to discuss all of them in detail or even men- 
tion each of them. Only a few of the 
suggestions, theories, and experimental 
methods which may be of importance will 
be mentioned. One interesting hypothesis 
is that proposed by Steven*® who suggests 
that peptic ulcer may be due to an increase 
in the amount of the intrinsic factor of 
Castle. He points out that pernicious anemia 
and peptic ulcer occur together only very 
rarely. However, he gives no experimental 
evidence for this idea. Barnofsky® points 
out the old idea that peptic ulcer may be 
based on thrombosis of gastric vessels 
superimposed upon a previously existing 
arteriosclerotic process. However, he is 


quick to point out that peptic ulcer is a 
disease of young adults, whereas arterio- 
sclerosis is a disease of those past middle 
age. 


Walter*? points out that ulcers occur 
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more frequently in persons who sit a great 
deal. He also points out that sitting on the 
sacrum is a common habit, and that this 
odd posture pushes the costal arch inward, 
compressing the lesser curvature of the 
stomach and the cap of the duodenum, caus- 
ing ischemia and predisposing to acid diges- 
tion of the mucosa. Along this same line 
Ehrmann!’ recalls that individuals with 
kyphosis or scoliosis or both in Germany 
frequently got peptic ulcer during World 
War I when food was scanty there. He too 
believed that the stomach and duodenum 
can be compressed between the vertebra 
and the costal arch, and that this compres- 
sion does predispose to peptic ulcer. He 
also recalled that when food became more 
plentiful and those peptic ulcer patients ac- 
cumulated some fat in the peritoneum and 
in the abdomen, the stomach was cushioned 
against compression of the bony cage, and 
the incidence of peptic ulcer declined. Heb- 
bel** brings up the old question of the bear- 
ing of gastric infection and inflammation 


on peptic ulcer. In 260 stomachs at autopsy, 
from individuals having no abdominal com- 
plaint, he found remarkable change in the 
gastric mucosa rare under 30 years, and 


uncommon under 50 years. But in 106 
stomachs resected for ulcer, 78 for duodenal 
uleer and 15 for gastric ulcer, and 14 for 
gastric and duodenal ulcer, there was an 
antral gastritis in all 98 cases in which the 
antrum was examined. Changes in the body 
mucosa were rare in the duodenal ulcer 
cases, and common in the gastric ulcer 
group. The author believes that this sub- 
stantiates his idea that antral gastritis pre- 
cedes and is the anatomic basis for the 
development of peptic ulcer. 

A FEW OF THE OTHER EXPERIMENTAL PROCEDURES 
-USED IN THE PRODUCTION OF PEPTIC ULCER 
Many experimental procedures have been 

devised for the production of peptic ulcer in 

animals. Quite a few of these are so far 
removed from any conceivable natural or 
environmental condition that they are in- 
deed difficult to evaluate. However, certain 
of them demonstrate principles which may 
operate in the actual patient, and therefore 
may be of value. Necheles** has produced 
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peptic ulcer in dogs by injecting rather 
large doses of caffeine in beeswax. He and 
his associates also showed that 73 per cent 
of human subjects show a sharp rise in 
acidity and volume of secretion following 
two cups of black coffee. They attribute 
the action of caffeine directly on the pari. 
etal cells of the stomach glands. Nedzel* 
has produced peptic ulcers in a large per. 
centage of dogs.by injecting them with 
pitressin intravenously. He attributes the 
action to a severe vasoconstriction and 
ischemia which is produced in the stomach 
wall. Shay and his coworkers** have pro- 
duced peptic ulcer in the rumen of the rat 
stomach by tying off the pyloris. 
SUMMARY AND CONCLUSIONS &. 
1. No theory of the etiology of peptic 
ulcer yet proposed has been able to explain 
all the facts we know about the condition. F 
2. According to Wolf, Stewart, and F 
Wolff, from their observations on a gastric 
fistula subject, intense anxiety, hostility, f 


and resentment are reflected in the stomach F 


by engorgement with blood, hypermotility, F 
and hypersecretion. 3 

3. The stomach and duodenum are under fF 
the control of sympathetic and the para- 
sympathetic nervous systems, and the ulcer | 


patient seems to be particularly sensitive 


to the influence of the parasympathetic sys- F 
tem (vagal control). 


4. The ulcer patient’s personality is char- 
acterized by a high degree of individuality, 
plus hypersensitivity, hyperirritability, and 
hyperactivity. 

5. The ulcer patient who has detectable 
and removable psychic disturbances has a 
reduction in gastric acidity when the emo- 
tional factors are eliminated. 

6. The patient with duodenal ulcer has a 
high gynandromorphic index, that is, he § 


has many feminine secondary sex charac- F) ° 


teristics. 

7. The nocturnal gastric acidity of the 
duodenal ulcer patient is no higher than 
that of the normal individual, but some 
gastric retention is present in the ulcer 
patient. 

8. Gastric acidity is higher in the duo 
denal patient than in normal individuals. 
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Duodenal bulb neutralizing ability is im- 
paired in the duodenal ulcer patient after 
eating. 

9. Peptic ulcer can be produced by opera- 
tions which divert the physiological antag- 
onists of the gastric secretion, that is, bile, 
pancreatic juice, and succus entericus, and 
by stimulating increased gastric secretion 
using the methods of sham feeding and in- 
jections of histamine in beeswax. 

10. Pepsin is necessary in the gastric 
juice for the production of peptic ulcers. 
Mucus protects the stomach from digestion 
because of its chemical and physical prop- 
erties. 

11. A fraction of the extract of upper 
intestinal mucosa, enterogastrone, and a 
fraction of human and canine urine, uro- 
gastrone, decreases the acidity and motility 
of the stomach, and helps prevent experi- 
mental ulcer in the dogs. 

12. Vagotomy will prevent the gastric 
hypersecretion produced by fifteen units of 
insulin intravenously in the ulcer patient 
but will not prevent his response to hista- 
mine. Vagotomy is of therapeutic value in 
selected ulcer cases. 

13. Peptic ulcer occurs rather frequently 
in cases of special types of body trauma, 
such as third degree burns: strong, blunt 
abdominal trauma; fracture of long bones; 
and some central nervous system lesions 
and injuries. 

14. Peptic ulcer can be produced in a 
number of ways experimentally, such as by 
injecting cincophen, caffeine, pitressin, or 
by ligating the pylorus in the case of the 
rat. 
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IN MEMORIAM 





JOHN HERR MUSSER, M. D. 


1883 - 1947 





JOHN HERR MUSSER, M. D. 
1883-1947 

WHEREAS, it pleased the Almighty God 
to remove from this earth Dr. John Musser, 
and 

WHEREAS, Dr. Musser, a distinguished 
physician, scholar and educator, served the 
Louisiana State Medical Society faithfully 
and efficiently for many years as Editor of 
the New Orleans Medical and Surgical 
Journal, and 

WHEREAS, as Editor of the Journal he 
contributed outstanding editorials, and nu- 
merous medical articles and papers which 
materially helped to maintain the high 
standard of the Journal, and 

WHEREAS, he was taken from us to his 
Heavenly reward at a time when his advice 
and services were most beneficial to or- 
ganized medicine, 

BE IT RESOLVED that the Journal 
Committee feeling keenly the loss of a 
friend whose wise counsel, friendly attitude 
and scholarly attainments will be missed, 
expresses its deepest sympathy to the be- 
reaved family in their great loss, and 

BE IT FURTHER RESOLVED that 
these resolutions be spread in the minutes 
of this Committee and that a copy be sent 
to his family and published in the Journal. 

THE COMMITTEE ON JOURNAL 
September 15, 1947. 

In the death of Dr. John H. Musser we 
have lost another outstanding figure in our 
profession. The 64 year old Chairman of 
the Department of Medicine at Tulane Uni- 
versity was a nationally known educator 
and a leading internist. He had been in fail- 
ing health for the past two years; after a 
series of coronary occlusions he developed 
bloody pleural effusions requiring repeated 
thoracenteses. Despite this he continued to 
teach and was to have retired in June 1948 
at the end of the forthcoming term. He was 
born in Philadelphia, in 1883, the son of 
Dr. John H. Musser, the fifty-sixth presi- 
dent of the American Medical Association. 
He came from a long line of doctors, his 
grandfather being Dr. Benjamin Musser, 
his great grandfather, Dr. Martin Musser, 
and his great great grandfather, Dr. Ben- 
jamin Musser. It was a great disappoint- 


ment to him that his son who was tragica ly 
burned to death, did not follow the family 
medical tradition. He came to New Orleans 
in 1924 resigning the assistant professor- 
ship of medicine at the University of Penn- 
sylvania to do so. It was from this univer- 
sity that he received his bachelor of arts 
degree in 1905 and his doctor of medicine 
degree in 1908. From 1911 to 1920 he was 
assistant editor of the American Journal of 
the Medical Sciences and editor from 1920 
to 1924. He became editor of the New Or- 
ieans Medical and Surgical Journal in 
1927, a position he retained until his death. 
He was very widely known as a writer, be- 
ing the author of Musser’s Internal Medi- 
cine, a text which went through four edi- 
tions and was translated into several for- 
eign languages. In addition he was the au- 
thor of nearly 200 scientific papers. He had 
been a member and officer of most of the 
important medical associations in the 
United States, and a list of the organiza- 
tions to which he belonged totaled 42. He 
was past vice president of the American 
Medical Association; he was a past presi- 
dent of the Louisiana Board of Health, the 
American College of Physicians and the 
New Orleans Graduate Medical Assembly. 
Locally also he was a member of the board 
of directors of the Child Guidance Center 
and president of the board of the New Or- 
leans Institute for Mental Hygiene. During 
the first World War he served in France 
for one year with the rank of Major. He 
retained the rank of Colonel in the Medical 
Reserve Corps and during the second World 
War was a member of a committee appoint- 
ed by the Secretary of War to study the 
reorganization of the Surgeon General’s Of- 
fice. He was an unfailingly courteous man 
who was entirely entitled to the affectionate 
title bestowed on him by his students: 
“Gentleman John.” He had been visited by 
a series of cruel blows in his last days; these 
he met with an outward calm worthy of the 
classic Stoics. He is survived by his widow, 
the former Marguerite Hopkinson, a daugh- 
ter, Mrs. Thomas L. Avegno, and four 
grandchildren. To these bereaved ones the 
Journal Committee extends its sincere 
condolences. 
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EQUINE ENCEPHALOMYELITIS IN 
LOUISIANA 


The current epizootic of equine encephal- 
omyelitis in the Lafayette area has resulted 
in the development of at least two human 
cases, one of which died and came to autop- 
sy. Although final proof has not been estab- 
lished there is every clinical indication that 
the diagnosis is correct. For this reason re- 
cent laboratory investigation of the trans- 
mission of St. Louis encephalitis by a group 
of workers at Washington University be- 
comes of Dr. Albert 
Miller of Tulane Medical School was one 
of this group. Present knowledge is to the 
effect that bird mites may maintain the 


immediate interest. 


virus in Nature and pass it on to their hosts. 
In birds the infection is symptomless. Mos- 
quitoes feeding on such birds pass the virus 
in turn to man and other animals. Human 
and livestock epidemics apparently depend 
in part upon an abundance of mosquitoes 
in the area, along with the necessary virus 
in reservoir animals, which probably in- 
clude chickens and other birds. The lack of 
specific therapy for human encephalitis 
makes imperative the acquisition of knowl- 
edge concerning 


its dissemination and 


prevention. 





ORGANIZATION SECTION 


The Executive Committee dedicates this section to the members of the Louisiana 
State Medical Society, feeling that a proper discussion of salient issues will contrib- 
ute to the understanding and fortification of our Society. 


An informed profession should be a wise one. 


HEALTH WORKSHOPS 


If possible every member of our State 
society, as well as the public, should read 
the recent House Report No. 786, 80th Con- 
gress, lst Session, representing the Third 
Intermediate Report of the Committee on 
Expenditures in the Executive Depart- 





ments. This is a summary of the Investiga- 
tion of the Participation of Federal Offi- 
cials in the Formation and Operation of 
“Health Workshops.” These “Health Work- 
shops” were special meetings held in vari- 
ous centers, called by Federal Agencies, for 
the purpose of planning propaganda, cre- 
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ating false issues and mapping a plan for 
support of the Murray, Wagner, Dingell 
measures for Federal insurance before Con- 
gress. These hearings were conducted by the 
above Committee during June and July 
1947. 

This factual report removes the lid of 
secrecy, and exposes by documental evi- 
dence the existence of one of the most pow- 
erful and astute propaganda groups to sup- 
port President Truman’s plan for Federal- 
ization of Medicine. It was not born over- 
night, but has developed in strength by con- 
tinuous activity over many years. These 
active bureaus were found to be closely con- 
nected with foreign groups which were pre- 
viously implicated in supporting govern- 
mental insurance in their respective coun- 
tries. Especially aligned with this group 
was the International Labor Organization 
to whose efforts our administration in 
Washington has given its cooperation and 
tacit support. 

Quoting from this report :— 


The departments, bureaus, and agencies 
known to have participated in this cam- 
paign are: 

1. The United States Public Health 

Service; 

2. The Children’s Bureau; 

3. The Office of Education; 

4. The United States 

Service; 
5. The Department of Agriculture; and 
6. Bureau of Research and Statistics, 
Social Security Board. 

Your committee finds that the use of 
Federal funds for the purpose of influ- 
encing legislation before Congress is un- 
lawful under section 201, title 18, of the 
United States Code. We have, therefore, 
brought these matters to the attention of 
the Department of Justice, with a request 
that the Attorney General at once initiate 
proceedings to stop this unauthorized and 
illegal expenditure of public monies. 

The spirit and purpose which dominates 
the officials of the United States Public 
Health Service in their campaign to high- 
pressure this legislation through Congress 
is reflected faithfully in the testimony of 


Employment 


Organization Section 


Dr. Herman Hilleboe, Assistant Surgeon 
General, who appeared before the commit- 
tee on May 28, 1947. He was asked by our 
committee chairman if the literature pre- 
pared by the Federal agencies offered all 
sides of the discussion or was limited mere- 
ly to supporting material to carry out the 
President’s order. To this question, Dr. 
Hilleboe answered: 

“We would naturally give emphasis to 
that, because that is why we are in govern- 
ment. Otherwise, we should get out of 
government.” 

The same attitude of intolerance toward 
honest discussion or debate of the issue was 
indicated in the testimony of Mr. Harry J. 
Becker, health consultant in the United 
States Children’s Bureau, Federal Security 
Agency. 

Questioned as to the number of speeches 
he had made throughout the country in ad- 
vocacy of the subject, the witness recalled 
several such appearances. Committee coun- 
sel, Frank T. Bow, pressed the inquiry 
(transcript of hearing, June 18, 1947, 
p. 228): 

Mr. Bow: “Did you give both sides of 
the question of compulsory national health 
insurance when you gave your discussions?” 

Mr. Becker: “I don’t know what you 
mean by ‘both sides’.” 

The Children’s Bureau, Federal Security 
Agency, was represented in the health 
workshops movement by Mr. Harry J. 
Becker, a full-time employee of the Federal 
Security Agency, in the capacity of health 
consultant. 

Here we have an exposé of the real agen- 
cies and bureaus which are leading an in- 
trepid fight, through bureaucratic control, 
to thrust upon the American people compul- 
sory insurance, contrary to the rights and 
privileges granted by our Constitution for 
free enterprise. Millions of dollars of your 
money and our money are being spent to 
carry on this lobby, with and by the sup- 
port of agencies which should be above the 
level of practicing such politics, and which 
are merely presenting one side of a most 
controversial problem. 


We all should hope that this report and 











the Committee’s findings, will not, like 


| other Congressional investigations, die from 


ineptitude or political expedience, and that 
the recommendations of the Committee to 
the Attorney General, requesting action 
against those violating Section 201 of the 
U. S. Code for spending Federal funds ille- 
gally, will be prosecuted to the fullest ex- 
tent, and that proper punishment will be 


| meted out to those found guilty of such 
» crimes. 


Our executive officers and Congressional 


' Committee have been cognizant of some of 


— 
te 


these group activities, while they pretended 


' to be friends of American Medicine. Yet 


| they are astounded at these revelations, 
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’ thus demonstrating the formidable and sub- 


tle attack upon our medical profession and 
the unsuspecting public. It would not take 
a real honest interpreter or researcher in 
this field to evaluate and appraise the 
course for which our Government has set 
its sails. 

What we can do about this exposure is 
the sixty-four dollar question. From an op- 
timistic viewpoint, it is certainly an advan- 
tage finally to know your real enemies in 
this fight—there is now no room for con- 
jecture, false rumors or doubts. 

“The price of liberty is eternal vigil- 
ance”. We should keep a scrutinizing eye on 
all the activities of these bureaus, lessen 
their infiltration into collaborating agen- 
cies of the state, and continue to fight for 
American Medicine in the true ethical man- 
ner so typical of our past. The public who, 
in the final analysis, will decide these mat- 
ters, should be our ally. Our congressmen 
and senators should be made more aware of 
these forces and we should reaffirm to them 
our position. Their support and influence in 
Congress is imperative, Tell them what you 
think by personal contact or letter. It is not 
the time to be complacent. 





ARE YOU WILLING TO HELP? 


The members of the State Society will 
be interested to know that Louisiana Physi- 
cians Service, Inc., has attained a total en- 
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rollment during the past ten months of 
operation of approximately 20,000 persons, 
distributed over the entire state. It has, 
during the same period, paid to the physi- 
cians of Louisiana for the surgical and 
obstetrical care of these members approxi- 
mately $55,000.00. 

It has gone through a very profitable but 
difficult period of acquiring definite infor- 
mation relative to the surgical and obstet- 
rical needs of its members. This informa- 
tion is absolutely essential in order that 
the organization may eventually, on the 
basis of actual experience, be able to render 
the best service possible both to its sub- 
scribers and to the physicians of Louisiana. 

The organization has proceeded on the 
principle that its function is to provide 
for all of its subscribers all of the services 
covered which they need and provide for 
the physicians rendering these services to 
receive adequate compensation for their 
services. It is equally true that for the 
people to have the services needed and the 
physicians to receive their compensation it 
is necessary that the premium payments 
shall be adequate to provide those services 
and maintain a reasonable cost-of-operation 
plus reserves for safeguarding the future of 
the company. 

While the services rendered have far sur- 
passed our expectations, we have been able 
to function in a fairly satisfactory degree 
through the cooperation and sponsorship of 
the State Society. It now becomes evident 
that to continue to render service on the 
scale as heretofore planned it will be neces- 
sary that there be an adjustment in our 
premium rates, for which some of the rea- 
sons, though obvious to anyone conversant 
with this problem, may be set forth in part 
as follows: 

There is a general trend over the nation, 
apparent through exchange of ideas with 
representatives of other medical service 
plans, toward greatly increased utilization 
of both hospitalization and surgical care 
since January 1, 1947. The exact reason 
for this is not readily apparent but seems 
tied up with the changing times, the in- 
creased costs of living and a desire on the 
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part of the people to give more attention to 
their health care. 

A second reason for the necessity of in- 
creasing our premium schedule arises from 
the greater liberality of our payments to 
physicians for services rendered .. . it hav- 
ing been the desire of our Board to ap- 
proach as nearly as possible the prevailing 
minimum fees of the physicians of Louisi- 
ana for the care, particularly of the low- 
income group. 

A third reason arises from the necessity 
of establishing branch offices in most of 
the principal cities of Louisiana and main- 
taining our own Home Office with complete 
records as required by our insurance de- 
partment. 

Because of these things, the Board now 
has under consideration and will shortly an- 
nounce a change in rates to subscribers. 

Besides the necessity of making this ad- 
justment, which we consider a normal evo- 
lutionary process, our Board, in cooperation 
with the Council on Medical Service, is 
planning to launch a more intensive cam- 
paign to acquaint our doctors with the 
method of operation of the plan, including 
its limitations as well as its liberal features 

. and seeking to secure from the physi- 
cians a more active cooperation with the 
plan. It has become apparent through the 
servicing of the claims thus far that there 
are many reasons why physician coopera- 
tion is so essential and why there is need 
for so much more of it in reference to our 
plan. 

A recent study by a committee on physi- 
cian cooperation of the American Medical 
Care Plans brought to light several factors 
in securing such cooperation. While these 
are not listed in order of relative import- 
ance, some of the reasons for lack of coop- 
eration are given as follows: 

(1) The average physician does not un- 
derstand how his own plan operates and 
does not regard the necessity for such un- 
derstanding as important when compared 
with his own medical practice. 

(2) Many physicians know little about 
how fee schedules are developed and may 
feel displeased unless the fee schedule fits 
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accurately his own conception of fees in his F 


















larger amounts. To be willing to do that 
in view of the fact that the physicians of 
Louisiana are operating the insurance com- 
pany, raises the question of personal ag- 
grandizement at the expense of other phy- 
sicians. There must, therefore, be devel- 
oped a strong spirit of cooperation and a 
highly disciplinary level within the ranks 
of the profession. 


al 
own practice. ré 

(3) A third difficulty arises when the n 
payments of claims to physicians are not il 
carried out through medical personne] and t 
at times resentment to inquiries for addi. ti 
tional information left off the claim blanks 8 
has arisen. e 

(4) Some doctors apparently become ir. t 
ritated with the necessity of supplying fact. . 
ual information necessary to proper review . 
of the claim preceding payment. 

(5) It has been apparent in a few cass — | 
that physicians have rendered bills to pa. + 
tients for one amount and upon learning I 
that they were covered by an insurance é 
plan, have rendered our company bills in ] 










(6) The restrictions in our contract have 
invited some abuses and misunderstanding 
which stems again from a lack of realiza- 
tion of the necessity for such restrictions 
from an underwriting standpoint. This 
may create confusion, sometimes tempting 
doctors to falsify service reports to accom- 
modate patients. 










(7) Another need for increased coopera- 
tion arises from the physicians’ secretaries 
needing to be taught the objectives and op- 
erating methods of the plan. Inasmuch as 
financial billing and other business arrange- 
ments are handled by such personnel, their 
relationship to the doctors and actual co- 
operation cannot be overlooked. 









(8) It has been found that income limits 
for service benefits in some cases create 
confusion and an unwillingness on the part 
of the doctor to determine the patient’s in- 
come is apparent from the large number 
of claim blanks being returned without this 
valuable information. 








(9) One of our greatest difficulties 





Orleans Parish Medical Society 


arises from the fact that doctors fail to 
read material directed to them through the 
mail because of the large amount of less 
important material which constantly clut- 
ters the physician’s desk. Doctors can be 
taught to watch for mail from specified 
sources because it is related directly to his 
own practice of medicine—and it is hoped 
that any mail reaching a physician from 
our plan will have his immediate personal 
attention. 


(10) It is axiomatic that doctors resist 
paper work and forms, but it is equally 
true that these have been reduced to the 
minimum essentials in handling our claims, 
and once the single-page claim blank is 
properly filled out there rarely would arise 
need for additional correspondence regard- 
ing the claim. 


(11) Some physicians have shown a 
spirit of toleration of the plan as the lesser 
of two evils. If toleration could be changed 
to enthusiasm for it because of the service 
it is rendering the subscribers and the 
financial advantages accruing to the doctor 
through the proper use of the plan, we feel 
that real progress would be made. Doctors 
too often fail to appreciate the diverse and 
somewhat subtle processes through which 
public opinion is formed. It is therefore 
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highly important that the doctor’s attitude 
display his firm support of the plan and 
present to the patient the conviction that 
his physician is supporting the plan for the 
good inherent in it rather than as the lesser 
of two evils. 


These and many other factors in securing 
physician cooperation will be the subject of 
additional study by our own plan and those 
of every other medically-sponsored prepay- 
ment plan in the coming months. 

At a recent meeting of the American 
Medical Care Plans held in St. Louis, these 
topics were considered of vital interest and 
definite planning is under way for the 
securing of better physician cooperation 
wherever such can be developed. 

It is highly encouraging to know the 
rapid strides being made in the develop- 
ment of the physician-sponsored plans all 
over the nation, the enrollment now having 
gone well beyond six million—and the indi- 
cations are that its increase will be much 
more rapid in the coming months. 

When the physicians of Louisiana become 
committees of one to help solve some of the 
problems mentioned, our plan will be able 
to demonstrate progress comparable to that 
of the best and largest plans over the 
nation. 





TRANSACTIONS OF ORLEANS PARISH MEDICAL SOCIETY 


. 13. Scientific Meeting, Orleans Parish Medi- 
ical Society, 8 p. m. 
. 14. Orleans Parish Radiological 
p. m. 
*t. 15. Charity Hospital Surgical Staff, 8 p. m. 
Clinico-pathologiec Conference, Touro In- 
firmary, 12 noon. 
Veterans Administration Hospital Staff, 
8 p. m. 
Executive Committee, Hotel Dieu, 8 p. m. 
Lakeshore Hospital Staff, 8 p. m. 
The Orleans Society of X-ray Techni- 
cians, 7:30 p. m. 
Hotel Dieu Staff, 8 p. m. 
I. C. R. R. Hospital Staff, 12:30 p. m. 
Charity Hospital Medical Staff, 8 p. m. 
Catholic Physicians’ Guild, 8 p. m. 
French Hospital Staff, 8 p. m. 
DePaul Sanitarium Staff, 8 p. m. 


Society, 8 


Oct. 28. 
Oct. 30. 


Baptist Hospital Staff, 8 p. m. 
Clinico-pathologic Conference, Touro In- 
firmary, 12 noon. 

New Orleans Hospital Dispensary for 
Women and Children Staff, 8 p. m. 
Board of Directors, Orleans Parish Med- 

ical Society, 8 p. m. 
Eye, Ear, Nose and Throat Staff, 8 p. m. 
Mercy Hospital Staff, 8 p. m. 
Ochsner Clinic Staff, 8 p. m. 


0. 
0 


Oct. 31. 
Nov. 3. 
Nov. 


Nov. 
Nov. 





RADIO PROGRAMS 


The Society, in cooperation with the Civic Af- 
fairs Committee of the New Orleans Association 
of Commerce, is planning to resume health talks 
over the radio in the very near future. 

Those of you who are interested in appearing 
on these programs should submit your name and 
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the subject you would like to talk on to Dr. Val 
Fuchs, chairman of the Radio Committee. The 
Committee will assign you a date, and prior to 
your appearance you will be asked to prepare your 
talk in question and answer form and submit it 
to the Committee. 


o— 
as 


AMERICAN ACADEMY OF GENERAL 
PRACTICE 

The general practitioners in the First District 
of Louisiana met August 20 and formed an Orleans 
Chapter of the American Academy of General 
Practice. It is the second Parish in Louisiana to 
organize. 

The meeting was called to order by Dr. N. J. 
Chetta, councilor for the First District of Louisi- 
ana, who acted as temporary chairman until the 
election of officers. 

Dr. J. P. Sanders of Shreveport, delegate from 
Louisiana to the national organization, was the 
principal speaker; he spoke on the aims and objec- 
tives of the AAGP. 

Officers elected were: Dr. Joseph C. Menendez, 
president; Dr. E. A. Fatter, vice-president; Dr. R. 
E. Gillaspie, secretary-treasurer; Drs. E. L. Leck- 
ert, W. A. Gillaspie, Charles Moseley, Lucien C. 
Delery, Joseph J. Ciolino, Theo. F. Kirn, N. J. 
Chetta, George Barnes, and Frank Gallo, members 
of the board of directors. 

Following the election of officers a committee 
was appointed to formulate a constitution and by- 
laws. 








NEWS ITEMS 
Drs. James E. Bailey, John Kometani, R. V. 
Platou, E. A. Socola and Alma Sullivan attended 
the recent meeting of the International Congress 
of Pediatrics in New York. 
Dr. Platou presented a scientific exhibit on “In- 
fantile Congenital Syphilis” at the meeting. 


Dr. E. L. King attended the International Con- 
gress of Obstetricians and Gynecologists recently 
held in Dublin. 

While abroad Dr. King visited various hospitals 
in London and Paris. 


Dr. Roy H. Turner participated in a critique on 
the United States Army training course for reg- 
ular army officers. 

Dr. Turner was one of three who served as con- 
sultant on internal medicine at Brooks General 
hospital, San Antonio. 

Dr. Ambrose H. Storck delivered two addresses 
at meetings of the Southern Pacific Railway Sur- 
geons in Portland, August 29-30. 

CHANGES OF ADDRESS 

Dr. Branch J. Aymond, Jung Hotel. 

Dr. A. F. Brock, 2008 Bodenger Blvd., Algiers. 

Dr. Chester S. Fresh, 6237 So. Claiborn Avenue. 
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Dr. Thomas E. Furlow, 6210 Franklin Avenue, 

Dr. Joe Alfred Izen, 3606 Chestnut Street, 
Apt. C. , 

Dr. Edwin S. Kagy, 2618 Calhoun Street. 


o 





CHANGES IN 
MEMBERSHIP ROLLS 

One member, Dr. Harry B. Caplan, was trans- 
ferred from intern to active membership. 

One active member, Dr. R. A. Oriol, was elected 
to inactive membership. 

One active member, Dr. Thomas J. Walshe, 
passed away. 





NEWS FROM 
NEW ORLEANS HOSPITALS 

The resignation of Dr. Lewis E. Jarrett, director 
of Touro Infirmary, effective August 11, 1947, was 
announced earlier in the month by Mr. Eldon Laza- 
rus, chairman of the board of the Hospital. Mr. 
Joseph M. Hinsley, Assistant Director and Con- 
troller of the Hospital, has been named acting di- 
rector until a successor for Dr. Jarrett is 
appointed. 


The construction of a new X-Ray Department 
at Touro Infirmary is near completion. The depart- 
ment which is located on the first floor of the 
Prytania Street wing of the Hospital should be 
one of the most up-to-date X-Ray establishments 
in the United States when it is completed. Work 
has also been started on construction of a Tumor 
Clinic at Touro. Announcement as to dates of the 
openings of these new facilities will be made some- 
time in September. 


Sister Celestine, Administrator of Hotel Dieu, 
has announced the addition of a Personnel and 
Public Relations Department to the administrative 
staff of Hotel Dieu. This department began to 
function during July with John F. Screen as direc- 
tor of Personnel and Public Relations. The depart- 
ment will be responsible for recruitment and em- 
ployment of workers, job analyses, salary and 
wage administration, maintenance of adequate per- 
sonnel records, job evaluation studies and the de- 
velopment of a public relations program for the 
Hospital. 


A new class of forty-four pre-clinical students 
was admitted to the Hotel Dieu School of Nursing 
on August 4th. This number just about reached 
the quota of 45 students which had been established 
for this class. Six states are represented in the 
class; 17 of the new students are from New Or- 
leans and 17 from the State of Louisiana outside 
of the New Orleans area. 


Appointment of J. V. Guillotte as Credit Man- 
agfer of Hotel Dieu was also announced last week 
by Sister Celestine, Administrator of Hotel Dieu. 
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CALENDAR 
PARISH AND DISTRICT MEDICAL SOCIETY MEETINGS 


» Society Date 

) East Baton Rouge 

» Morehouse 
Orleans 
Ouachita 

» Rapides 

> Sabine 

' Second District 
Shreveport 

» Vernon 


SOUTHERN REGIONAL CONFERENCE 


A number of national as well as_ regional 
) individuals of prominence are scheduled to address 
} the Southern Regional Conference to be held in 
» New Orleans on Thursday, October 23, and Fri- 
\ day, October 24, at the Roosevelt Hotel, A. V. 
» Friedrichs, M. D., Chairman of Arrangements, an- 
nounced recently. 

The conference is sponsored by the Council on 
' Medical Service of the American Medical Associa- 
© tion. Participating in the conference will be the 
» Council on Industrial Health and the Committee 
» on Rural Medical Service of the American Medical 
) Association. 

| The States of Alabama, Arkansas, Louisiana, 
> Mississippi, Oklahoma, Tennessee, and Texas are 
| participating in the conference. Local arrange- 
} ments for the conference are being handled by the 
| Council on Medical Service and Public Relations of 
» the Louisiana State Medical Society. 

Appearing on the program will be Dr. George 
» Lull, Secretary and General Manager of the Amer- 
} ican Medical Association, Dr. James R. McVay, 
} Chairman of the Council on Medical Service of 
» the AMA, Dr. Joseph F. Lawrence, Director of 
| the Washington office of the Council on Medical 
» Service of the AMA, Dr. Stanley J. Seeger, Chair- 
» man, Council on Industrial Health of AMA, and 
» Dr. J. Paul Jones, Member of the Committee on 
5 Medical Service of the AMA. Dr. G. C. 
» Anderson, President of the Louisiana State Medi- 
z cal Society, and Dr. H. Ashton Thomas, President 
| of the Orleans Parish Medical Society, will deliver 
» the Addresses of Welcome. Many other prominent 
» doctors and lay individuals of the South are also 
5 scheduled to actively participate in the Southern 
» Regional Conference. 

While the conference is primarily a meeting of 
» the officers, directors, and committees of the vari- 
ous state and parish societies in the South, any 
| doctor interested in the meeting is invited to attend. 
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THE FOUNDATION HOSPITAL 
A meeting of the Staff of the Foundation Hos- 
pital was held on Friday, September 5, 1947 at 





Second Wednesday of every month 
Second Tuesday of every month 
Second Monday of every month 
First Thursday of very month 

First Monday of every month 
First Wednesday of every month 
Third Thursday of every month 
First Tuesday of every month 
First Thursday of every month 


Place 
Baton Rouge 
Bastrop 
New Orleans 
Monroe 
Alexandria 


Shreveport 


8 p. m. at the hospital. A symposium was held on 
Lumbosacral Anomalies in Relation to Low Back 
Pain with the following doctors presenting various 
subjects: Embryology and Evolution, Dr. Joe W. 
King; Mechanical Effects, Dr. Richard Shorkey; 
X-ray Definition, Dr. Richard Boyer; Symptoms 
and Signs, Dr. W. Bostwick Sheppard; Relation 
to Dise Problem, Dr. Alfons R. Altenberg; Treat- 
ment, Dr. George G. Gill. 


o- 
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ADDITIONAL FUNDS FOR CORONER’S 
OFFICE 

Mayor Morrison announces that an additional 
appropriation of $1500 will be made in the budget 
of the Coroner’s Office to purchase needed 
equipment. The Mayor, in discussing this recom- 
mendation, states that “serious errors in autop- 
sies have been made in the last few months, and 
I am informed that these errors are the results 
of improper and inadequate equipment.” 





0. 
O 


TULANE MEDICAL REGISTRATION 

There are 476 students registered in the Tulane 
University School of Medicine for the coming year. 
In addition to the regular courses there will be 
ten full time and two part time students in the 
nine month public health (tropical medicine) course 
which will be given in the Division of Graduate 
Medical Studies. 





oO 


MAGRUDER HONORED 

Dr. Marcus J. Magruder, who has been a member 
of the staff of Touro Infirmary for more than 
sixty years, on Wednesday, September 3 was made 
a life member of the medical staff at exercises 
held at his bedside. Dr. Magruder is recuperating 
from an eye operation. 

Mr. E. S. Lazarus, president of the Hospital 
Board of Supervisors, described Dr. Magruder 
when he handed him the plaque, saying he had been 
given a lifetime appointment at the hospital as one 
of the few old time family doctors. 

This plaque has been given to only two members 
of the Touro staff, Dr. Rudolph Matas and Dr. 
Magruder. Dr. Magruder gave a short talk in 
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which he said that when he came on as an intern 
at Touro there were only two in the group, there 
were no graduate nurses not only at Touro but 
in any hospital in the city. 


— 


DR. DUPUY HONORED 
Received as a member of the French Legion of 
Honor, Dr. Homer J. Dupuy was decorated Sep- 
tember 10 with the medal of the order “for ex- 
traordinary service” rendered in directing medical 
facilities for 40,000 French troops at Taranto, 
Italy prior to their invasion of Southern France in 
1944. The medal was presented by Consul Gen- 
eral Jean Laprierre of France in ceremonies ai 

the French Consulate in New Orleans. 
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LOUISIANA STATE UNIVERSITY 
SCHOOL OF MEDICINE 


The School of Medicine, Louisiana State Univer- 
sity, has expanded its school year from 32 to 36 
weeks and the following new appointments have 
been announced: Dr. Harry E. Dascomb, Instruc- 
tor in Medicine (assigned to Microbiology); Dr. 
Robert M. Waters, Instructor in Surgery; Dr. 
John J. Blasko, Clinical Instructor in Neuropsy- 
chiatry; Dr. Louis Raider, Clinical Instructor in 
Radiology; Dr. Simon V. Ward, Jr., Clinical In- 
structor in Obstetrics and Gynecology; Dr. Harold 
S. Gamble, Assistant in Anatomy; Dr. John D. 
Krafchuk, Assistant in Microbiology; Dr. James 
T. McQuitty, Clinical Assistant in Surgery; Dr. 
Robert D. Bone, Clinical Assistant in Medicine. 

Registration of 310 students in the medical 
school has taken place. These include 98 new stu- 
dents; 91 men and seven women. Fifty-four are 
veterans. Three are from Latin America. 
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NEWS ITEMS 


Dr. Rudolph Matas and Dr. Isidore Cohn at- 
tended the 12th International Surgical Congress 
September 14-20 in London. Dr. Matas served as 
president of the last congress, held in 1938 in Brus- 
sels, Belgium, after having been elected in absentia 
at the 1936 congress in Cairo, Egypt. 








Dr. William H. Block has been awarded life 
membership in the Medical Alumni Association of 
the University of Maryland. Dr. Block graduated 
from the University of Maryland in 1895 and is 
entitled to life membership since the Alumni Asso- 
ciation recently passed a resolution that all mem- 
bers would be granted this honor after having 
reached the fiftieth anniversary of their gradua- 
tion. 





Dr. Manuel Garcia was re-elected president of 
the Orleans Parish Unit, American Cancer Society, 
at the meeting held Wednesday, September 3. Dr. 
Walter Levy was re-elected secretary and Dr. M. 
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S. Steege, Jr., treasurer. Mrs. C. C. Walther wa; : s 
selected as vice-president. olay 
The report of the Hutchinson and Louisian z ime 
State University Cancer Detection Clinics wey} s 
presented at the meeting. In the Hutchinson Clini 4 
of 323 people examined, 12 cases of cancer wer 1 7 
discovered; at the L. S. U. Clinic of 299 recially Fy 
mixed patients there were seven cases of this di.) A 
ease detected. { 1948 
The results of these two clinics will exe aplify Fy Blind 
what can be done in cancer prevention, as up. } sons 
doubtedly the cases that were diagnosed may kf) eye | 
treated and helped. B confe 
0 ) able 
AMERICAN ACADEMY OF DERMATOLOGY 
AND SYPHILOLOGY 
The sixth annual meeting of the America In 
Academy of Dermatology and Syphilology will kk F the . 
held in Chicago December 6-11. Principal sessions F 4 do 
will be held at the Palmer House with special 
courses in histopathology and mycology scheduled 
at the medical schools of the University of Illinois Tl 
and Northwestern University and teaching clinics [7 
at the University of Illinois College of Medicine. a 
Extensive scientific and technical exhibits wil F) 
be set up in connection with the meeting. Dr. Mar- won 
cus R. Caro, of Chicago, heads the committee on ie 
scientific exhibits and Dr. Clyde L. Cummer, of F) | d 
Cleveland is in charge of the technical exhibits. 9 
Special courses in histopathology, mycology, } _ 
x-ray and radium therapy, bacteriology of the skin, eo 
mucous membrane lesions, industrial dermatoses, “ewe 
specific granulomata, and dermatoscleroses will be on 
held under leaders in these various fields. Subjects 7 a 
to be discussed in symposia will include: physiology al 
and chemistry of the skin; physical and radiation we 
therapy; cutaneous allergy; syphilis; pharmacev- I the 
tical therapeutics; and diagnostic methods in der- om 
matology. Other features will be a round table hes 
discussion on dermatopathology and a panel on bof 
management of skin diseases. D Au 
Lectures will be given by Dr. G. H. Bishop, pro- [7 a 
fessor of neurophysiology, Washington University, [- in 
Dr. Harvey Blank, University of Pennslyvania and F- inf 
Dr. A. C. Ivy, Vice-President of the University of [7 
Illinois. 
THE AMBULATORY FRACTURE bbc 
ASSOCIATION 10 
Announcement has been made that the Eighth 93 
Annual Meeting of the Ambulatory Fracture As >_ es 
sociation will be held in Aurora, Illinois, October J) ,,, 
9-11, 1947, with convention headquarters at the [7 4, 
Leland Hotel. The program will follow the usual LU: 
pattern with the presentation of papers, case re U 
views, operative and dry clinics, dealing chiefly | ve 
with fractures and traumatic injuries. rt 
From October 13 through 17 there will be study th 
classes on skeletal fixation technics, sponsored by pl 
the Association. These classes will be limited to th 
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For detailed information communicate 
office of the Association, 120 South La 
et, Chicago 3. 


50 persors. 
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THE NATIONAL SOCIETY FOR THE 
PREVENTION OF BLINDNESS 


A three-day conference will be held April 5-7, 


+1948 by the National Society for the Prevention of 


Blindness at the Hotel Radisson, Minneapolis. Per- 
sons who are directly or indirectly concerned with 
eve health and safety are invited to attend this 
conference, detailed program of which will be avail- 
able at a future date. 


oO. 


OFFICE SPACE FOR DOCTOR 


Information has been received by the office of 
the Journal that there is available office space for 
a doctor at 4402 Jefferson Highway, New Orleans. 


oO 
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HEALTH OF NEW ORLEANS 


The Bureau of the Census, Department of Com- 
merce, from the figures reported by the New Or- 
leans Health Department, announces that there 
were 173 deaths occurring in the City of New 
Orleans during the week which ended August 9. 
These deaths were divided 115 white, 58 nonwhite 
and included 27 children under one year of age. 
There was a slight decrease in number of deaths 
reported for the week ending August 16, the total 
number being 149 with only 12 infant deaths. One 
hundred and three white persons and 46 colored 
persons expired this week. The next week, which 
closed on August 23 showed a further decrease in 
number of deaths in the City of New Orleans. The 
same number of colored persons died, however 
there were only 81 deaths in the white population 
reported, which was a decrease of 22 in the figure 
recorded for the previous week. The total number 
of deaths reported for the week which ended 
August 30 was 137; an increase of ten over the 
week of August 23. Ninety-five of these occurred 
in the white race and 42 in the nonwhite, with ten 
infant deaths reported. 
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INFECTIOUS DISEASES IN LOUISIANA 

The weekly morbidity report for the State of 
Louisiana for the week ending August 2 included 
103 cases of cancer, 49 of unclassifield pneumonia, 


9 





} 23 of pulmonary tuberculosis, 20 each of pneumo- 


coccic pneumonia and septic sore throat and 15 of 
measles. There were two cases of malaria reported 
this week; one contracted within the Continental 
United States and one outside of Continental 
United States. No cases of poliomyelitis were re- 
ported this week. The number of cancer cases 


| dropped to 71 the week ending August 9, however 
} there was an increase in the number of cases of 


: pulmonary tuberculosis, there being 80 instances of 
) this disease recorded in the state this particular 
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week. The only other disease reported in number 
greater than ten was unclassified pneumonia with 
<5 cases. Three cases of poliomyelitis were re- 
ported, one each from Caddo, Orleans and Rapides 
Parishes and a total of six cases of malaria; five 
of which were contracted within the Continental 
United States. One case of meningococcus menin- 
gitis was also reported from Orleans Parish. Ame- 
biasis led all reportable diseases in the state for 
the week ending August 16, with 65 cases reported. 
This disease was followed by 53 cases of cancer, 
42 of pulmonary tuberculosis and 20 of unclassified 
pneumonia. The number of malaria cases was de- 
creased to two; place of contraction not stated for 
one and the other contracted within Continental 
United States. Again, one case of meningococcus 
meningitis was reported from Orleans Parish. 
There were only two diseases reported in numbers 
greater than ten for the week ending August 23; 
43 of cancer and 30 of unclassified pneumonia. Two 
cases of malaria, contracted outside of the Conti- 
nental United States were reported and one case 
of meningococcus meningitis occurred in Acadia 
Parish. 


oO 
O 





MONTHLY MORBIDITY FOR VENEREAL 
DISEASES, STATE OF LOUISIANA 
Month Ending July 31, 1947 


Total Total Total 
This Previous To Date 
Month Months 1947 
Lymphopathia Venereum 13 41 54 
Chancroid 43 329 372 
Gonorrhea 1367 7397 8764 
Granuloma Inguinale 18 105 123 
Syphilis 989 5768 6757 





CHARLES J. BLOOM 
1886-1947 


Dr. Charles James Bloom, nationally known New 
Orleans pediatrician died at Touro Infirmary on 
August 28. Dr. Bloom received his doctor of medi- 
cine degree from Tulane University in 1912 and 
was honor man in the class taking examinations for 
medical licenses. He continued his medical studies 
at Harvard where he did graduate work from 1914 
through 1916. Following completion of his uni- 
versity work, Dr. Bloom devoted the rest of his 
life to child welfare, as a working pediatrician as 
well as a teacher and writer on topics related to 
infant care. He was the author of “The Care and 
Feeding of Babies in Warm Climates” and of nu- 
merous articles for medical journals. Many staff 
appointments were held at various New Orleans 
hospitals by Dr. Bloom, including co-chief of the 
Department of Pediatrics at Mercy Hospital; sen- 
ior staff member at Touro Infirmary; pediatrician 
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in charge of the the Lying-In Hospital; staff mem- 
ber at Southern Baptist Hospital; senior visiting 
pediatrician at Charity Hospital, Hotel Dieu, Pres- 
byterian Hospital and the New Orleans Dispensary 
for Women and Children; consulting pediatrician 
at the French Hospital; and chief of pediatrics at 
Flint Goodridge Hospital. 

During World War I he was a consultant in 
pediatrics for the American Red Cross and also 
served as a First Lieutenant in the Medical Re- 
serve Corps. 

His teaching work consisted of instruction at 


Tulane University, where he was professor of pedi- 


Book Reviews 


atrics and head of the postgraduate medical de. 
partment from 1916 to 1937; 
University where he was department head and pn. 
fessor of pediatrics from 1937 to 1940; and th 
Southern Pediatric Seminar, Saluda, North Car. 
lina, where he was a faculty member from 192; 
to 1942. 


Louisiana Stat 


In 1935 Dr. Bloom served as president of the 
In addition to that 
organization he was a member of the Orleans Par. 
ish Medical Society, Louisiana State Medical §p. 


Louisiana Pediatric Society. 


ciety, Southern Medical Association and Americar 
Medical Association. 





BOOK REVIEWS 


The Treatment of Diabetes Mellitus: By Elliott P. 
Joslin, A. M., M. D. Se. D., Howard F. Root, 
M. D., Priscilla White, M. D., Alexander Marble, 
A. M., M. D., and C. Cabell Bailey, M. D., 8th ed., 
Philadelphia, Lea and Febiger, 1946. Pp. 861. 
Illus. Price, $10.00. 

The eighth edition of this comprehensive work 
maintains the preeminence established by earlier 
editions as a standard for all phases of considera- 
tion of the clinical features of diabetes mellitus. 
As the author states in his preface “It is easily 
seen that this expansion (of the field of diabetes) 
has necessitated too much detailed knowledge for 
one doctor.” He could hardly have chosen better 
than to include as co-authors who worked with him 
in developing the program of the George F. Baker 
Clinic. 

In general, the book follows the pattern set by 
its predecessors. The growing number of diabetics 
is stressed; that they mature and incur the same 
illnesses as do nondiabetics of their respective age 
groups has led to the inclusion of much new ma- 
terial, a considerable portion of it devoted to the 
problems of obstetrics and geriatrics. A new chap- 
ter on “Alloxan Diabetes” describes some of the 
experiments by which animals can be rendered 
diabetic within a few minutes after a single in- 
jection of this chemical and implies that clinical 
application may soon be realized. Inasmuch as life 
insurance companies are now considering the prac- 


ticability of issuing life insurance to diabetics, the 


sections on statistics becomes even more important 
than formerly. 

Those who have come to rely on Joslin’s text foi 
guidance in the management of the diabetic patient 
will find this edition as helpful as those which pre- 
ceded it. Some may take issue with a few of Joslin’: 
dogmatisms; e. g., his insistence that the intra- 
venous administration of glucose is harmful and 
that alkalies are useless in diabetic acidosis. De- 
spite this the general practitioner, for whom the 
book is primarily intended, will find that the meth- 
ods detailed are sound, practicable and applicable 
to by far the majority of incidents apt to be noted 
in the “careers” of diabetics. 


SYDNEY JAcoBs, M. D. 


Penicillin in Syphilis: By Joseph Earle Moore, M. 
D. Springfield, Ill. Chas. C. Thomas Co. 1946. 
Pp. 319. Charts. Price $5.00. 

“Penicillin in Syphilis” is a volume comprising a 
condensation of voluminous literature on penicillin 
and its effect on syphilis. The author, in his typi- 


cally clear and orderly manner, reviews the chen- 
istry, pharmacology, therapeutic activity and the 
mechanism of action of penicillin. He then discusses 
the action of penicillin and its results, as far as is 
presently known, on syphilis of the various systems 
of the body. 

The authoritative crystallization of the latest 
thoughts and experiences on this important subject 
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makes the book invaluable to all interested in the 











treatment of syphilis. The excellent review of the 
fundamentals of penicillin and its actions will make 
The book 


is recommended to all physicians and medical 


this edition popular with all physicians. 


students. 
JOHN G. MENVILLE, M. D. 


Principles and Practice of Obstetrics: By J. B. 
DeLee, M. D., and J. P. Greenhill, M. D. 9th ed. 
Philadelphia, W. B. Saunders Co., 1947. Illus. 
figures, pl. pp. 1011. Price, $10.00. 

In revising DeLee’s Principles and Practice of 
Obstetries, Dr. J. P. Greenhill has added much new 
material in the ninth edition of this well-known 
textbook. This has been accomplished by adding 
new chapters on “Minor Disturbances of Preg- 


nancy,” “Diagnosis of Post-Maturity and Missed 


’ 


Labor,” “Erythroblastosis” and “Prematurity,” al- 
though this book is 100 pages shorter than the 
eighth edition. 

There are a total of 1,108 illustrations, 211 being 
in color, representing an increase over the previous 
edition. Many of our newer ones are excellent 
reproductions showing anatomy and pathology rela- 
tive to obstetrics. As would be expected, local 
analgesia is stressed over general and spinal, as 
the method of choice for both normal and operative 
delivery. Many additions have also been made to 
the sections dealing with diseases of the blood 
and surgical procedures, hyperemesis gravidarum, 
toxemias of pregnancy, postpartum hemorrhage, 
placenta previa, abruptio placenta, and chronic in- 
fectious diseases complicating pregnancy. 

The high position of this book as a modern and 
complete exposition of obstetrics is fully main- 
tained, as evidenced by the fact that it is the choice 
of the Obstetric Department at Tulane for under- 
graduates in the School of Medicine. 


C. M. JOHNSON, M. D. 


Paravertebral Block, Its Diagnosis, Prognosis and 
Therapy; Minor Sympathetic Surgery: By Felix 
Mandl, M. D., F. I. C. S. New York, Grune & 
Stratton, 1947. Illus. Pp. 330. Price, $6.50. 
This book of 330 pages including the index covers 

the field of paravertebral block, the discussion in- 

cluding the indications for tihs form of therapy, 
the technique of the method, and the end results. 


Book Reviews 









189 


It summarizes, in fact, the author’s personal ex- 
perience and the experience of other observers with 
this method over the past quarter of a century. 
The possibilities of paravertebral block are clearly 
presented, though more emphasis might have been 
put on its relative as well as its absolute advantage. 

The book would have been improved by judicious 
condensation. It is almost too voluminous for the 
factual matter presented. The illustrations are not 
original and are not particularly well reproduced. 
The translation, from the standpoint of readability, 
is excellent. The most valuable feature of the book 
is perhaps the complete bibliography. 

ERNEST G. DEBAKEY, M. D. 
Effect of Smallpox on the Destiny of the Amerin- 
dion: By E. Wagner Stearn, Ph. D., and Allen 

E. Stearn, Ph. D., Boston, Bruce Humphries, Inc., 

1945. Pp. 153. Price, $2.50. 

Presenting an epidemiological study of smallpox 
in the American Indian, this volume is also a con- 
tribution to our national history. It shows the 
undoubted advantage which the ravages of small- 
pox on a non-immune native people, gave to our 
early settlers, and the great influence which this 
balance of power had on the development of this 
country. The study is well documented throughout 
by citation of source reference. It may well serve 
as an authentic reference work on the history of 
smallpox, that dread scourge which decimated our 
population prior to the discovery and obligatory 
practice of vaccination. 

Mary LOUISE MARSHALL. 


Diseases of the Chest: Emphasis on X-ray Diag- 
nosis: Eli H. Rubin, M. D., F. A. C. P., F. C. 
C. P., Philadelphia, W. B. Saunders Co., 1947. 
Pp. 685. Price, $12.00. 

There has long been a need for a book on diseases 
of the lungs which can be recommended to senior 
medical students, postgraduate students and gen- 
eral practitioners, as a thorough and modern pre- 
This 


Beginning 


sentation of this special field in one volume. 
book answers that purpose admirably. 
with a section on basic anatomy, roentgenology, 
pulmonary tuberculosis, other chronic pulmonary 
diseases and conditions of the pleura, mediastinum 
and diaphragm. An excellent section summarizing 
the present status of surgical treatment is con- 
tributed by the principal author’s brother, Morris 
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Rubin. The book’s strength as well as its one 
possible defect is indicated by the subtitle. The 
emphasis on roentgenologic diagnosis is in accord 
with modern practice and the illustrations from 
hundreds of roentgenograms make this volume an 
unsurpassed x-ray atlas of the thorax. Incident- 
ally, the reproduction of these completely excellent 
roentgenograms is of superior quality as is the 
format of the book. If any criticism can be made 
of the text, it is that examination of the patient 
and certain physical signs are rather slighted. The 
explanations offered for some of the signs men- 
tioned are not generally accepted. There are ex- 
cellent bibliographies at the end of each chapter. 
As suggested in the preface, radiologists will find 
this book valuable to furnish background for their 
interpretation of chest roentgenograms. General 
practitioners and students can now obtain an up- 
to-date and authoritative work on diseases of the 
chest which will be a most useful addition to their 
library for daily use. To all such this book is rec- 
ommended highly. 
JuLius LANE WILSON, M. D. 


History of the American Medical Association, 1847 
to 1947: By Morris Fishbein, M. D. and others. 
Philadelphia, W. B. Saunders Co. 1947. Pp. 1226. 
Illus. Por. Price, $19.00 
Published in recognition of the 100th anniversary 

of the American Medical Association, this exhaus- 

tive compilation will furnish for physicians, for 
libraries and for the public an authoritative ref- 
erence source on the development of American 
medicine for the past century, as it has been 
lead and influenced by this great medical organi- 
zation. Particular attention is given to the con- 
tribution of the Association in raising standards 
of medical education, in eliminating quackery, in 

improving industrial health and in promoting a 

wide distribution and high quality of medical care. 
In addition to a chronologic account of the 

general activities of the Association, from its or- 
ganization in 1847 to the present time, there will 
be found biographic sketches and portraits of its 
founder, Dr. Nathan Smith Davis, of its 101 Presi- 
dents and of the nine recipients of its Distinguished 

Service Medal, first of whom was our own Dr. 

Rudolph Matas. 

Included also are historical accounts of the 
special individal activities of the American Medi- 


cal Association, its Councils and Bureaus, its 
Library, the Committee on Scientific Research, the 
Woman’s Auxiliary, the Association’s scientific 
sections and its publications. Full indices of per- 
sons an dof subjects add greatly to the bock’s 
future usefulness. 


Mary Louise MARSHALL 





Tuberculosis As It Comes and Goes: By Edward 
Privately published by the author. 


1943. Pp. 187. Illus. 


W. Hayew. 
Monrovia, California, 

Price, $2.00. 

This small book contains a wealth of information 
about tuberculosis for the average patient who 
must combat this illness. Organized into a number 
of short chapters, each with a brief title and 
aptly-chosen subtitle (Chapter V., for example is 
headed "Infection versus Disease’ and sub-headed 
“many are called but few are chosen”) a graphic 
portrayal of the clinical features of tuberculosis 
The in- 
clusion of a large number of diagrams makes it 


and its forms of therapy is presented. 


easy for the inquiring patient to learn what is 
scheduled fro him and how it is to be accomplished. 

Using a minimum of technical language to con- 
vey a maximum of information, Dr. Hayes has 
provided a little book which would well repay the 
general physician or surgeon for the reading. Like 
so many other “manulas” presented to the non- 
professional reader, it deserves a prominent place 
on the book shelf of the busy doctor. 

SYDNEY JAcoBs, M. D. 


PUBLICATIONS RECEIVED 


Chemical Publishing Co., Inc., Brooklyn: Colloid 
Science, A Symposium by E. K. Rideal, A. E. Alex- 
ander, D. D. Eley, P. Johnson, F. Eirich, R. F. 
Tucket, J. H. Schulman, M. P. Perutz, G. S. Adair, 
G. B. B. M. Sutherland, and R. R. Smith. 

The Commonwealth Fund, New York: Hospital 
Care in the United States, report of the Com- 
mission on Hospital Care. 

Grune & Stratton, New York: Introduction to 
Medical Psychology, by L. Erwin Wexberg, M. D. 

Lea & Febiger, Philadelphia: A Hand-Book of 
Ocular Therapeutics, by the late Sanford R. Gif- 
ford, M. D., F. A. C. S. and revised by Derrick 
Vail, M. D., D. O. (Oxon), F. A. C. S. 

J. B. Lippincott Company, Philadelphia: New 
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and Nonofficial Remedies, 1947, Issued Under the 
Direct 
macy and Chemistry of the American Medical 


on and Supervision of the Council on Phar- 


Association. 

The C. V. Mosby Company, St. Louis: Infant 
Nutrition (4th ed.), by P. C. Jeans, A. B., M. D. 
and Williams McKim Marriott, B. S., M. D.; Syn- 
opsis of Allergy (2nd ed.), by Harry L. Alexander, 
A. B., M. D. 
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W. B. Saunders Company, Philadelphia: Inter- 
nal Medicine in General Practice (2nd ed.), by 
Robert Pratt McCombs, B. S., M. D., F. A. C. P.; 
The American Illustrated Medical Dictionary (21st 
ed.), by W. A. Newman Dorland, A. M., M. D., 
yr. A. £S, 


Charles C. Thomas, Springfield, Illinois: Ocular 


Therapeutics, by William J. Harrison, Phar. D., 
x. th, F. A. C. &. 
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WOMAN'S AUXILIARY TO THE LOUISIANA STATE MEDICAL SOCIETY 


PAST PRESIDENTS 
Mrs. Oscar. Dowling, New Orleans, 1929-30. 
. Arthur A. Herold, Shreveport, 1930-31. 
rs. Henry W. E. Walther, New Orleans, 1931-32. 
. Robert T. Lucas, Shreveport, 1932-33. 
s. John H. Musser, New Orleans, 1933-34. 
s. T. H. Watkins, Lake Charles, 1934-35. 
. Herman B. Gessner, New Orleans, 1935-36. 
. James B. Vaughn, Monroe, 1936-37. 
. George D. Feldner, New Orleans, 1937-38. 
. Frederick G. Ellis, Shreveport, 1938-39. 
rs. S. M. Blackshear, New Orleans, 1939-40. 
‘s. Roy Carl Young, Covington, 1940-41. 
. Aynaud Hebert, New Orleans, 1941-42. 
rs. Clarence B. Erickson, Shreveport, 1942-43. 
s. George J. Taquino, New Orleans, 1943-44. 
rs. Rhodes J. Spedale, Plaquemine, 1944-45. 
. Paul G. LaCroix, New Orleans, 1945-46. 
Mrs. Arthur D. Long, Baton Rouge, 1946-47. 


*Deceased. 


1947-1948 
ADVISORY BOARD 


Dr. Shirley C. Lyons, Chairman, New Orleans. 

Dr. Charles J. Barker, Thibodaux. 

Dr. Rhodes J. Spedale, Plaquemine. 
OFFICERS 


President: Mrs. James W. Warren, 470 Audubon 
Blvd., New Orleans. 


President-Elect: Mrs. O. B. Owens, 1026 Bolton 
Ave., Alexandria. 


lst Vice-President: 
Hammond. 

2nd Vice-President: Mrs. W. S. Kerlin, 830 Ontario 
St., Shreveport. 


3rd Vice-President: Mrs. J. Eugene Toups, 1956 
Cloverdale Ave., Shreveport. 


Mrs. Marquis C. Wiginton, 


4th Vice-President: Mrs. J. Boring Montgomery, 
402 Jefferson Blvd., Lafayette. 


Treasurer: Mrs. Jules M. Davidson, 100 Fontaine- 
bleau Drive, New Orleans. 


Recording Secretary: Mrs. A. Dent Tisdale, 2924 
Gordon Ave., Monroe. 


Corresponding Secretary: Mrs. T. T. Gately, 4132 
Vendome Place, New Orleans. 


Parliamentarian: Mrs. H. B. Gessner, 119 Audubon 
Blvd., New Orleans. 


CHAIRMEN OF STANDING COMMITTEES 


Archives: Mrs. Donovan C. Browne, 4920 S§¢t. 
Charles Ave., New Orleans. 


Bulletin: Mrs. Francis E. LeJeune, 49 Audubon 
Blvd., New Orleans. 


Cancer Control: Mrs. J. E. Heard, 512 McCormick 


St., Shreveport. 


Commemoration Fund: Mrs. J. M. Bodenheimer, 
815 Delaware St., Shreveport. 


Doctors’ Day: Mrs. Roy B. Harrison, 2327 Napol- 
eon Ave., New Orleans. 


Finance: Mrs. C. Grenes Cole, 4933 St. Charles 
Ave., New Orleans. 


Historian: Mrs. Paul G. LaCroix, 3123 State St. 
Drive, New Orleans. 


Hygeia: Mrs. H. V. Collins, 1413 N. Second St. 
Monroe. 


Legislation: Mrs. W. A. K. Seale, 221 W. Elizabeth 
St., Sulphur. 


Organization: Mrs. O. B. Owens, 1026 Bolton Ave., 
Alexandria. 


Press and Publicity: Mrs. Charles E. Allen, Jr. 
1006 Ingleside Drive, Baton Rouge. 


Printing: Mrs. D. N. Silverman, 47 Versailles 
Blvd., New Orleans. 


Program: Mrs. Arthur D. Long, 1367 Steele Blvd., 
Baton Rouge. 


Public Relations: Mrs. Dorman B. Barber, Box 
446, Pineville. 


Revision of By-Laws: Mrs. L. H. Pirkle, 865 Mar- 
garet Place, Shreveport. 


Year Book: Mrs. Edgar Burns, 4419 St. Charles 
Ave., New Orleans. 


Preservation of Medical Cultural Items: Mrs. 
Rhodes J. Spedale, Plaquemine. 


COUNCILORS 


First District: Mrs. Gilbert Anderson, 5521 At- 
lanta St., New Orleans. 


Second District: Mrs. P. A. Donaldson, Reserve. 
Third District: Mrs. Guy R. Jenes, Lockport. 


Fourth District: Mrs. Clarence H. Webb, 3904 
Creswell Road, Shreveport. 


Fifth District: Mrs. F. C. Bennett, 301 K St. 
Monroe. 


—me a = ee ek ee ek ee. oC. ee 





Woman’s Auxiliary 


Sixth District: Mrs. Glenn T. Scott, Ponchatoula. 

Seventh District: Mrs. John D. Frazar, DeRidder.. 

Eighth District: Mrs. Earl Jones, 633 Jackson St., 
Alexandria. 


A MESSAGE TO THE WOMAN’S AUXILIARY 


My greatest regret in life is that I am not able 
to claim credit for establishing the Woman’s Aux- 
iliary to the Louisiana State Medical Society. The 
records, however, will show that in 1923, while 
President of the Louisiana State Medical Society, 
I asked that the Society sponsor such an organiza- 
tion, and appointed a committee to establish an 
Auxiliary. The committee reported on the last 
day of the convention, that it was not advisable at 
that particular time to sponsor an organization of 
this type. And it remained for some other presi- 
dent to be the means of forming an organization, 
that has been of so much value to “organized medi- 
cine.” The work that these loyal and energetic 
women have accomplished has meant much to the 
physicians of Louisiana individually and to the 
Society collectively. 

To Mrs. Arthur D. Long, who served as Presi- 
dent during the past year, go my thanks for her 
splendid co-operation and my congratulations for 
her accomplishments. It was a privilege to be 
associated with one who entered into the work with 
so much enthusiasm, energy and real executive 
ability. 

May I thank the Woman’s Auxiliary for allowing 
me the privilege of serving as Chairman of the 
Advisory Board, a position that has meant much 
to me, particularly as it enabled me to see the valu- 
able aid that this group of wonderful women gave 
to the Disciples of Aesculapius. 

LESTER J. WILLIAMS, M.D., 
Chairman, Advisory Council, 
1946-1947. 


MESSAGE OF PAST PRESIDENT OF 
WOMAN’S AUXILIARY 
Dear Auxiliary Members: 


As doctors’ wives and Auxiliary members, we 
face an ever expanding program if we are to keep 
pace with the changing times and be of any real 
service to our doctor husbands. In spite of tremen- 
dous strides in medical science, the profession faces 
charges that it has neglected or ignored the social 
and economic aspects of medicine, and that, though 
an idealistic profession, it has been apathetic or 
has refused to take realistic action in providing for 
more adequate distribution of medical services. 

It makes no difference that these charges are 
untrue! 


It remains that the people have come to believe 
that the health of the individual is a public respon- 
sibility, that the individual’s ability to pay should 
have no bearing on the quantity or quality of medi- 
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cal care he receives, and moreover,—through propa- 
ganda, aided by the constantly growing trend to- 
ward a paternalistic and bureaucratic system,— 
many think that this care should be provided at 
public expense. ; 


The principles of this philosophy are reflected 
in the multitude of proposed health bills, such as 
the WMD bill, whose passage would bring about 
the regimentation of medicine under governmental 
control. 


Aroused public opinion eventually will demand 
the passage of such legislation unless we can expose 
this Utopian dream for the tragic fraud it is. The 
people have been the dupes of great masses of mis- 
information concerning the benefits of State Medi- 
cine. But to mould public opinion one must be 
convincing, and to be convincing one must have 
convictions! It is necessary to know the history 
and background of this movement, to be apprized 
of its faults and fallacies, and to acquire the ability 
to present the merits of our alternative. Vague 
theorizing and mere prejudice will not suffice. We 
must know the arguments of both sides to be able 
to refute the proponents of political medicine, and 
we must offer the public a better solution to their 
medical needs. We have this solution in the Lou- 
isiana Physicians’ Service plan. 


When we comprehend fully the insidious aspects 
of the crises threatening the medical profession, I 
think every Auxiliary member will feel it her duty 
in her daily contacts to use her knowledge to pro- 
mote the widest acceptance of the Physicians’ Serv- 
ice plan. As the public learns that the medical 
profession is neither indifferent to the patient’s 
economic needs nor primarily concerned with its 
own financial gain, much confidence and goodwill 
will be restored. 

The following books, which are only a few of 
the many you will find on the subject on the shelves 
of the public libraries, will give an insight into 
the problems facing us: 

FREE MEDICAL CARE—E. C. Buehler (text 
for debaters). 

HEALTH IN HANDCUFFS—John A. Kings- 
bury. 

MEDICINE AT THE CROSSROADS—Franz 
Goldman, M.D. 

THE DOCTOR AND THE PUBLIC—James P. 
Warbasse, M.D. 

Only as we are informed can we fulfill our re- 
sponsibilities as doctors’ wives. 

With complete confidence that you will continue 
to give your enthusiastic cooperation to the incom- 
ing officers that you so graciously gave to me, I 
wish to express again my gratitude for the privi- 
lege of having served as your president. 

Most sincerely, 


MARGARET STEWART LONG. 
(MRS. ARTHUR D. LONG). 
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IN MEMORIAM 
1946-1947 


Mrs. C. P. Rutledge, Shreveport 
Mrs. F. A. Bevens, Shreveport 


WOMAN’S AUXILIARY TO AMERICAN 
MEDICAL ASSOCIATION 
1947-1948 

President: Mrs. Eustace A. Allen, 18 Collier Road, 
N.W. Atlanta, Ga. 

President-Elect: Mrs. Luther H. Kice, 95 Brook 
St., Garden City, Long Island, N. Y. 

Treasurer: Mrs. A. A. Herold, 1166 Louisiana Ave., 
Shreveport, La. 


WOMAN’S AUXILIARY TO SOUTHERN 
MEDICAL ASSOCIATION 
President: Mrs. Wiley R. Buffington, 1206 Hi- 

bernia Bank Bldg., New Orleans, La. 
President-Elect: Mrs. Olin S. Cofer, Lullwater 
Road, Atlanta, Ga. 
Councilor: Mrs. George Taquino, 18 Fontainebleau 
Drive, New Orleans, La. 


LOUISIANA PROJECTS 
1947-1948 


Extension of Medical Services Through Voluntary 
Prepayment Plan 
Periodic Health Examinations 
Cancer Control 
Hygeia 
Doctors’ Day 
Organization 
Anti-Tuberculosis 
Commemoration Fund 
Preservation of Medical Cultural Items 


BEAUREGARD PARISH 


President: Mrs. Floyd M. Beckom, DeRidder. 
Secretary-Treasurer: Mrs. Luke Marcello, Merry- 
ville. 
Members 
Beckom, Mrs. Floyd M, DeRidder. 
Frazar, Mrs. John D., DeRidder. 
Hartman, Mrs. Sam, DeRidder. 
Roberts, Mrs. Sam T., DeRidder. 
Sartor, Mrs. Thomas R., DeRidder. 
Marcello, Mrs. Luke, Merryville. 


CADDO PARISH 


President: Mrs. T. E. Strain, 348 Lake Point Drive, 
Shreveport. 

President-Elect: Mrs. J. E. Heard, 512 McCormick 
St., Shreveport. 

Vice-President: Mrs. A. P. Crain, 914 Oneonta St., 
Shreveport. 

Secretary: Mrs. H. W. Boggs, 140 Albany St., 
Shreveport. 

Treasurer: Mrs. L. L. Davidge, 4141 Richmond 
Place, Shreveport. 


Parliamentarian: Mrs. W. R. Harwell, 715 Elm. 


wood, Shreveport. 


Members 
(Shreveport) 


Abramson, Mrs. Paul D., 704 McCormick St. 
Addison, Mrs. W. P., Jr., 2419 Pinehurst Blvd. 
Allums, Mrs. W. B., 1128 Janther Place. 
Anderson, Mrs. C. E., Jr., 344 Albert St. 
Anderson, Mrs. J. R., 580 Ockley Drive. 
Bean, Mrs. Dorf, 615 Oneonta St. 
Birdwell, Mrs. J. B., 224 Boulevard St. 
Black, Mrs. C. L., 847 Kirby Place. 

Boaz, Mrs. T. D., 554 Jordan St. 
Bodenheimer, Mrs. J. M., 815 Delaware St. 
Boggs, Mrs. H. W., 140 Albany Ave. 
Boone, Mrs. C. S., 225 Patton. 

Boyce, Mrs. S. W., 185 Patton Ave. 

Boyd, Mrs. C. E., 3905 Richmond Place. 
Brown, Mrs. Wallace, 301 Unadilla St. 
Bush, Mrs. T. J., 582 Oneonta St. 

Butler, Mrs. W. P., 1380 Patton Ave. 
Clark, Mrs. A. I., 155 Dalzell St. 
Cohenour, Mrs. H. L., 715 Longleaf Road. 
Crain, Mrs. A. P., 914 Oneonta St. 

Creel, Mrs. G. A., 851 Elmwood. 

Davidge, Mrs. L. L., 4141 Richmond Place. 
DeLee, Mrs. R. B., 368 Albany Ave. 
DePriest, Mrs. F. E., 847 Kirby Place. 
Dickson, Mrs. Geo. B., 5806 Fairfield Ave. 
Dilworth, Mrs. E. E., 646 McCormick. 
Drummond, Mrs. W. F., 504 Southfield Road. 
Duncan, Mrs. Dean H., 759 Wilder Place. 
Eddy, Mrs. J. H., 517 Ratcliff St. 
Edwards, Mrs. E. Clay, 815 Ratcliff St. 
Erickson, Mrs. C. B., 423 Herndon Ave. 
Furman, Mrs. F. S., 1756 Line Ave. 
Gallager, Mrs. Henry, 189 Archer Ave. 
Galloway, Mrs. Edgar, 927 Ontario St. 
Garrett, Mrs. Geo. G., 317 Ockley Drive. 
Gill, Mrs. S. L., 1046 Kingshighway 
Gilmer, Mrs. P. R., 851 Olive St. 

Glass, Mrs. T. A., 2105% Highland Ave. 
Gorton, Mrs. J. M., So. Lake Shore Drive. 
Gorton, Mrs. L. W., Lake Shore Drive, Box 199. 
Gowen, Mrs. C. R., 5900 Line Ave. 

Gray, Mrs. Leon F., 1901 Centenary Blvd. 
Hall, Mrs. W. M., 838 McCormick. 
Hargrove, Mrs. M. D., 608 Unadilla St. 
Harmon, Mrs. W. S., 460 Longleaf Road. 
Harwell, Mrs. W. R., 715 Elmwood. 
Hawkins, Mrs. I. F., 704 McCormick St. 
Heard, Mrs. J. E., 512 McCormick St. 
Heath, Mrs. A. G., 1617 Highland Ave. 
Heidorn, Mrs. W. B., 572 Unadilla St. 
Hendrick, Mrs. J. V., 448 Elmwood. 
Herold, Mrs. A. A., 1166 Louisiana Ave. 
Hill, Mrs. W. J., Jr., 741 Robinson St. 
Hilton, Mrs. E. T., 901 Sheridan Ave. 
Holoubek, Mrs. J. E., 191 Atlantic Ave. 
Holt, Mrs. C. S., 840 Rutherford St. 
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Johns, Mrs. Barron, 232 Forest Ave. 
Jones, Mrs. K. B., 286 Carrollton Ave. 
Jones, Mrs. O. O., 524 McCormick St. 
Jones, Mrs. W. G., 145 Merrick St. 

Kerlin, Mrs. D. L., 648 Unadilla St. 
Kerlin, Mrs. W. S., 830 Ontario St. 
Knighton, Mrs. J. E., 923 Erie St. 
Knighton, Mrs. J. E., Jr., 921 Ontario St. 
Kroepp, Mrs. L. F., 240 Carrollton Ave. 
LaRue, Mrs. C. L., 629 Wilder Place. 

Le Doux, Mrs. M. S., 619 Elmwood. 
Lloyd, Mrs. T. P., 6603 Gilbert Drive. 
Lucas, Mrs. R. T., 535 Pierre Mont Road. 
Mason, Mrs. L. Keith, 852 McCormick St. 
Matthews, Mrs. M. W., 655 McCormick St. 
Matthews, Mrs. W. R., Route 2, Box 96. 
McCook, Mrs. Walter, 719 Gladstone. 
Mays, Mrs. C. R., 844 Oneonta St. 
Newton, Mrs. I. J.. 3840 Richmond Place. 
Norfleet, Mrs. W. J., 835 Prospect Ave. 
Oxford, Mrs. T. M., 581 Unadilla St. 
Paul, Mrs. H. W., 1535 Magnolia St. 
Picard, Mrs. M. S., 321 Atkins Ave. 
Pirkle, Mrs. L. H., 865 Margaret Place. 
Pou, Mrs. J. G., 1030 E. Kingshighway. 
Quinn, Mrs. H. J., 4414 Richmond Place. 


Reed, Mrs. Carson R., Jr., 1712 Fairfield Ave. 


Rew, Mrs. C. E., 1337 Oakland St. 

Rigby, Mrs. O. C., 816 Oneonta St. 

Riggs, Mrs. R. H., 586 Oneonta St. 

Riley, Mrs. G. M., 4126 Maryland Ave. 
Rougon, Mrs. I. B., 923 Oneonta St. 
Sanders, Mrs. J. P., 449 Gladstone Blvd. 
Shavin, Mrs. J. S., 3637 Youree Drive. 
Simonton, Mrs. E. C., 808 Oneonta St. 
Simpson, Mrs. T. R., 731 Ockley Drive. 
Smith, Mrs. B. P., Jr., 1901 Centenary. 
Smith, Mrs. T. J., 535 Oneonta St. 

Smith, Mrs. W. W., 520 Pierre Mont Road. 
Snelling, Mrs. D. B., 154 E. Wyandotte. 
Stamper, Mrs. J. R., 748 E. Kingshighway. 
Stewart, Mrs. J. R. 

Strain, Mrs. T. E., 248 Point Drive. 
Swearingen, Mrs. D. C., 4604 Gilbert Drive. 
Talbot, Mrs. J. D., 908 College St. 

Taylor, Mrs. Willis, 443 Elmwood. 
Thomas, Mrs. A. J., 824 Dudley. 

Tooke, Mrs. T. B., Jr., 551 Ratcliff St. 
Trifon, Mrs. H. M., 3550 Greenway Place. 
Webb, Mrs. C. H., 3904 Creswell Road. 
Wenk, Mrs. E. L., 936 Ontario St. 
Wilkinson, Mrs. J. A., 619 McCormick St. 
Williams, Mrs. T. E., 518 Atkins Ave. 
Willis, Mrs. J. C., 856 Elmwood. 

Willis, Mrs. J. C., Jr., 4434 Richmond Place. 
Wilson, Mrs. R. R., 2727 W. College St. 
Wolfe, Mrs. George, 3479 Johnette St. 
Worley, Mrs. P. C., 510 Linden St. 
Worley, Mrs. W. B., 3220 Samford Ave. 
Youman, Mrs. J. D., 3854 Line Ave. 
Huckabay, Mrs. L. S., Coushatta. 


Hunter, Mrs. W. B., Coushatta. 
Baker, Mrs. L. T., Dixie. 


Sandidge, 


Mrs. W. J., Bossier City. 


Tooke, Mrs. T. B., Belcher. 


President 


CALCASIEU PARISH 
: Mrs. V. V. Hatchette, 420 Pujo St., 


Lake Charles. 

President-Elect: Mrs. Steve Price, 910 Eleventh 
St., Lake Charles. 

Vice-President: Mrs. J. G. Hamilton, 627 Pine St., 
Lake Charles. 


Secretary 


: Mrs. J. Y. Garber, 151 Park Ave., Lake 


Charles. 


Treasurer 


: Mrs. M. M. Miller, 822 Ninth St., Lake 


Charles. 


Members 


Barham, Mrs. G. E., Lake Charles. 
Crawford, Mrs. J. A., Lake Charles. 
DeLaureal, Mrs. T. H., Lake Charles. 


DiGiglia, 
Fisher, M 


Mrs. L. L., Lake Charles. 
rs. W. G., Lake Charles. 


Garber, Mrs. J. Y., Lake Charles. 
Goldsmith, Mrs. Ben, Lake Charles. 


Hamilton, 


Mrs. John G., Lake Charles. 


Hatchette, Mrs. Chas., Lake Charles. 
Hebert, Mrs. L. A., Lake Charles. 
Holcombe, Mrs. R. G., Lake Charles. 
Howell, Mrs. Robert P., Lake Charles. 
Kreeger, Mrs. George, Lake Charles. 


Kushner, 


Mrs. Louis, Lake Charles. 


LaCour, Mrs. Fritz, Lake Charles. 
Lamansky, Mrs. I. M., Lake Charles. 
Magee, Mrs. Conway, Lake Charles. 


McCreary 


, Mrs. P. M., Lake Charles. 


McKinney, Mrs. G. C., Lake Charles. 
Miller, Mrs. M. M., Lake Charles. 
Moss, Mrs. Olin, Lake Charles. 
Moss, Mrs. Walter, Lake Charles. 
Pierson, Mrs. Marcus, Lake Charles. 
Price, Mrs. Steve, Lake Charles. 
Snatic, Mrs. Harry, Lake Charles. 
Sorrells, Mrs. J. E., Lake Charles. 
Stevens, Mrs. L., Lake Charles. 
Watkins, Mrs. T. H., Lake Charles. 
Worden, Mrs. R. W., Lake Charles. 
Clark, Mrs. A. L., Iowa. 

Hunt, Mrs. W. D., Maplewood. 
Vasquez, Mrs. T., Maplewood. 


Marshall, 


Mrs. Robert B., Sulphur. 


Seale, Mrs. W. A. K., Sulphur. 
EAST BATON ROUGE PARISH 


President 


: Mrs. F. U. Darby, 2232 Terrace Ave., 


Baton Rouge. 


President-Elect: 


Mrs. John Ray Powers, 2106 


Ferndale, Baton Rouge. 

1st Vice-President: Mrs. Henry C. Hatcher, 1512 
Arlington Dr., Baton Rouge. 

2nd Vice-President: Mrs. B. E. Nelken, 1455 Per- 


kins Ro 


ad, Baton Rouge. 
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Recording Secretary: Mrs. Courtland Smith, 500 
Dubois Drive, Baton Rouge. 

Corresponding Secretary: Mrs. J. S. Anderson, 658 
North Fifth St., Baton Rouge. 

Treasurer: Mrs. Julius Mullins, 624 Park Blvd., 
Baton Rouge. 

Parliamentarian: Mrs. J. Eugene Toups, 

Cloverdale, Baton Rouge. 

Historian: Mrs. Marion E. Kopfler, Route 2, Jef- 
ferson Hwy., Baton Rouge. 

Reporter: Mrs. George E. Thomas, Port Allen. 


1956 


Members 
(Baton Rouge) 


Albritton, Mrs. Sterling, 980 Government St. 
Alexander, Mrs. Arthur, 719 Winn Ave. 
Allen, Mrs. Chas. E. Jr., 1006 Ingleside Dr. 
Anderson, Mrs. J. S., 658 North Fifth St. 
Bannerman, Mrs. Moss M., 4437 Tupelo. 
Beven, Mrs. J. L., 783 Lakeland Drive. 
Bingham, Mrs. Clifton O., Jefferson Hwy. 
Boizelle, Mrs. Felix, 2255 Kleinert Ave. 
Bombet, Mrs. Chas, 1744 Belmont. 
Cailleteau, Mrs. E. G., 6767 Goodwood Ave. 
Campanella, Mrs. Thomas, 860 France St. 
Chiarulli, Mrs. E. E., 2952 Beech St. 

Cook, Mrs. William H., 114 L. S. U. Ave. 
Cosby, Mrs. O. W., 18374 Longwood Drive. 
Darby, Mrs. Francis U., 2232 Terrace Ave. 
Dial, Mrs. Wiley A., 1137 Park Blvd. 
Eidson, Mrs. W. R., 137 E. Blvd. 
Fortenberry, Mrs. L. S., 2335 Broussard St. 
Fourrier, Mrs. Daniel J., 801 Camelia. 
Gladney, Mrs. Thomas, Oakwood Drive. 
Godfrey, Mrs. J. R., 2856 Edward Ave. 
Griffon, Mrs. J. P., 4312 Broussard. 
Hansen, Mrs. Robert H., 3353 North Blvd. 
Hargrove, Mrs. U. S., 2727 Reymond Ave. 
Hatcher, Mrs. Henry C., 1512 Arlington Ave. 
Herpich, Mrs. E. J., 3621 E. Lakeshore Dr. 
Hirsch, Mrs. Edward K., 2346 Kleinert Ave. 
Hoth, Mrs. J. O., 1178 Richland Ave. 

Irwin, Mrs. Kernan, 2151 Lakeshore Dr. 
Jones, Mrs. Frank J., 939 Convention St. 
Jones, Mrs. Jack R., 6249 Sevenoaks Ave. 
Kemp, Mrs. R. C., 2182 Stanford Ave. 

Kern, Mrs. Lawrence J., 4549 Westdale Dr. 
King, Mrs. Brinsfield, 127 Oakwood Dr. 
Kopfler, Mrs. Marion E., 770 Moore St. 
Kuehnle, Mrs. G. R., 203 Hearthstone Dr. 
La Nasa, Mrs. Matthew J., 508 St. Landry St. 
Levy, Mrs. Morton Lee, 1429 So. 24th St. 
Lobrano, Mrs. I. E., 355 Hearthstone Dr. 
Long, Mrs. Arthur D., Jr., 1367 Steele Blvd. 
Lorio Mrs. Cecil, 3131 Dalrymple Dr. 

Lorio, Mrs. Lionel F., 1046 Drehr Ave. 
Marks, Mrs. Paul, 2135 Parker Dr. 

Martin, Mrs. Allen W., 1715 St. Rose Ave. 
Martin, Mrs. J. D., 2926 Perkins Road. 
McConnell, Mrs. C. S., 3180 North Blvd. 
McFarland, Mrs. O. W., 2637 Lydia Ave. 


Woman’s Auxiliary 


McGehee, Mrs. Webb, Jr., 339 Oakwood Drive 
McGehee, Mrs. J. Webb, Sr., 2174 Wisteria St. 
MsHugh, Mrs. Jeff, 2335 Oleander St. 
McMahon, Mrs. Rhett, 310 Convention St. 
McVea, Mrs. Charles, 2355 Tulip St. 

Merse, Mrs. E. E., 4846 Tulane Drive. 
Miller, Mrs. Chas. S., Jr., 4646 Vanderbilt Dr. 
Miller, Mrs. David S., 1845 Cloverdale Ave. 
Morris, Mrs. Clifton T.; 2258 Terrace Ave. 
Mullins, Mrs. Julius H., 624 Park Blvd. 
Nelkin, Mrs. B. E., 1455 Perkins Road. 
Note, Mrs. J. J., 2015 North Blvd. 

Phillips, Mrs. J. Ralph, 701 Winn Ave. 
Polito, Mrs. Phillip B., 2416 Cherry St. 
Pickell, Mrs. F. W., 2177 Oleander. 

Powers, Mrs. John Ray, 2106 Ferndale Ave. 
Rabalais, Mrs. R. Roy, 2143 Myrtledale Ave. 
Riche, Mrs. Guy, Jr., 1138 Florida St. 
Selser, Mrs. Richard, 1957 Cloverdale Ave. 
Simmons, Mrs. McHugh, 510 East Blvd. 
Singletary, Mrs. W. B., 613 Drehr Ave. 
Smith, Mrs. Courtland P., 500 Dubois Drive. 
Stander, Mrs. Alvin, 2006 Cherrydale. 
Stephenson, Mrs. R. T., 2123 Perkins Road. 
Toups, Mrs. Eugene J., 1956 Cloverdale. 
Vennard, Mrs. W. O., 2476 July St. 

Voss, Mrs. Chas. H., 2125 Kleinert Ave. 

Van Gelder, Mrs. D. W., 2220 Government. 
Wallace, Mrs. Robert B., 2285 Kleinert Ave. 
Walker, Mrs. Myron A., 1269 Longwood Dr. 
Whitaker, Mrs. E. V., University Lake. 
Williams, Mrs. Lester J., 739 Convention St. 
Witter, Mrs. Howard B., 2335 Myrtle Ave. 
Young, Mrs. R. W., 228 Kernan. 

Landess, Mrs. D. W., Port Allen. 

Landry, Mrs. Paul B., Port Allen. 

Thomas, Mrs. Geo. E., Port Allen. 

Lane, Mrs. B. B., Zachary. 

Morris, Mrs. Harry, Zachary. 

Singletary, Mrs. E. W., Baker. 


IBERIA PARISH 


President: Mrs. Jules Dupuy, 626 Marie St., New 
Iberia. 

Vice-President: Mrs. P. A. LeBourgeois, 640 E. 
Main St., New Iberia. 

Secretary: Mrs. C. C. deGravelles, 635 Marie St., 
New Iberia. 

Treasurer: Mrs. I. W., Gajan, Jr., 222 Weeks St. 
New Iberia. 


Members 
Brown, Mrs. C. P., New Iberia. 
Crawford, Mrs. Lewis, New Iberia. 
Dalton, Mrs. Orien, New Iberia. 
Dauterive, Mrs. Henry, New Iberia. 
deGravelles, Mrs. C. C., New Iberia. 
de Rouen, Mrs. Robert F., New Iberia. 
Dupuy, Mrs. Jules, New Iberia. 
Florey, Mrs. Harold M., New Iberia. 
Gajan, Mrs. Isadore, New Iberia. 
King, Mrs. H. Allen, New Iberia. 





Woman’s Auxiliary 


Landry, Mrs. Edward N., New Iberia. 
Landry, Mrs. Edwin L., New Iberia. 
LeBourgeois, Mrs. Paul A., New Iberia. 
Pharr, Mrs. John N., New Iberia. 
Slipakoff, Mrs. Leon, New Iberia. 
Tolson, Mrs. John, New Iberia. 
Gonzalez, Mrs. B, Jeanerette. 

Villien, Mrs. L. M., Jeanerette. 


IBERVILLE PARISH 


President: Mrs. R. D. Martinez, Plaquemine. 

President-Elect : 

Publicity: Mrs. Rhodes Spedale, Plaquemine. 

Secretary: 

Treasurer: Mrs. Edward Melton, Plaquemine. 
Members 

Eby, Mrs. Cyril, Plaquemine. 

Holloway, Mrs. Eugene, Plaquemine. 

Levy, Mrs. S. C., Plaquemine. 

Martinez, Mrs. R. D., Plaquemine. 

Melton, Mrs. Edward C., Plaquemine. 

Spedale, Mrs. Rhodes, Plaquemine. 

Schumak, Mrs. M. A., White Castle. 

Tomeny, Mrs. Frank, White Castle. 

LeBlanc, Mrs. Daisey, St. Gabriel. 


JEFFERSON DAVIS PARISH 


President: Mrs. John G. McClure, Welsh. 

President-Elect: Mrs. C. D. Brunt, Jennings. 

Secretary: Mrs. R. R. Arceneaux, Welsh. 

Treasurer: Mrs. Morgan Smith, Jennings. 
Members 

Arceneaux, Mrs. R. R., Welsh. 

Martin, Mrs. Claude A., Welsh. 

McClure, Mrs. John G., Welsh. 

Romero, Mrs. John, Welsh. 

Brunt, Mrs. Charles D., Jennings. 

Harrell, Mrs. Forest W., Jennings. 

Kramer, Mrs. Richard S., Jennings. 

Miller, Mrs. R. F., Jennings. 

Shirley, Mrs. Louis E., Jennings. 

Smith, Mrs. Morgan, Jennings. 

Taylor, Mrs. Kendrick, Jennings. 


LAFAYETTE PARISH 


President: Mrs. Clarence J. Saloom, 530 Oak Ave., 
Lafayette. 

Vice-President: Mrs. 
Nathalie, Lafayette. 

Secretary: 

Treasurer: Mrs. A. DeMier, 217 Polk St., Lafay- 
ette. 


Eric E. Guilbeau, Jr., 126 


Members 
Azor, Mrs. Paul J., Lafayette. 
Bourgeois, Mrs. Ralph, Lafayette. 
Burdin, Mrs. John J., Lafayette. 
Davis, Mrs. Frank H., Lafayette. 
Duhon, Mrs. J. O., Lafayette. 
DeMier, Mrs. A., Lafayette. 
Gardiner, Mrs. Geo. V., Lafayette. 


Guilbeau, Mrs. Eric E., Jr., Lafayette. 
Hamilton, Mrs. C. E., Lafayette. 
Kurzweg, Mrs. Paul H., Lafayette. 
Long, Mrs. L. B., Lafayette. 

Miles, Mrs. John, Lafayette. 
Montgomery, Mrs. J. Boring, Lafayette. 
Olivier, Mrs. C. K., Lafayette. 
Parrott, Mrs. John, Lafayette. 
Saloom, Mrs. C. J., Lafayette. 
Voorhies, Mrs. Richard D., Lafayette. 
Williams, Mrs. Donald B., Lafayette. 
Hernandez, Mrs. Sidney, Duson. 
Melancon, Mrs. Wm., Carencro. 
Prejean, Mrs. Louis A., Scott. 


ORLEANS PARISH 


President: Mrs. Joseph S. D’Antoni, 1825 Calhoun 
St., New Orleans. 

President-Elect: Mrs. Anees Mogabgab, 2 Ver- 
sailles Blvd., New Orleans. 

lst Vice-President: Mrs. Lloyd J. Kuhn, 4317 So. 
Miro, New Orleans. 

2nd Vice-President: Mrs. Randolph Unsworth, 1215 
Seventh St., New Orleans. 

3rd Vice-President: Mrs. Roy E. de la Houssaye, 
4917 St. Charles Ave., New Orleans. 

4th Vice-President: Mrs. George Hauser, 3625 St. 
Claude Ave., New Orleans. 

Recording Secretary: Mrs. Eugene Countiss, 6042 
Prytania St., New Orleans. 

Corresponding Secretary: Mrs. Charles B. Odom, 
7821 Belfast St., New Orleans. 

Treasurer: Mrs. M. T. Van Studdiford, 528 St. 
Peter St., New Orleans. 

Historian: Mrs. Alberto L. Prieto, 842 Broadway, 
New Orleans. 

Parliamentarian: Mrs. Jerome Landry, 2336 Milan, 
New Orleans. 

Publicity Secretary: Mrs. W. C. Rivenbark, 2512 
Pine St., New Orleans. 

Honorary Members 

Knoelle, Mrs. J. Marcus, New Orleans. 

Langfried, Mrs. C. S., New Orleans. 

Lindner, Mrs. John W., New Orleans. 

Silber, Mrs. Mendel, New Orleans. 


Members 
(New Orleans) 


Alexander, Mrs. Lucian W., 4010 St. Charles Ave. 
Allgeyer, Mrs. Ernest, 1541 Octavia St. 

Anderson, Mrs. Gilbert, 5521 Atlanta St. 
Andrews, Mrs. John D., 1643 State St. 

Aymond, Mrs. Branch J., Jung Hotel. 

Bacon, Mrs. Edward F., 135 North Alexander St. 
Bailey, Mrs. Edwin, 3439 Prytania St. 

Bailey, Mrs. James, 1614 Pine St. 

Baker, Mrs. Dan D., 7811 Willow St. 

Barkoff, Mrs. Sam, 8230 Palmetto St. 

Barnes, Mrs. G. C., 2407 Gen. Taylor St. 
Batchelor, Mrs. J. M., 2329 Audubon St. 
Battalora, Mrs. G. C., 6 Everett Place. 
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Bel, Mrs. George, 435 Broadway. 

Beringer, Mrs. E. J., 6315 Constance St. 

Bernhard, Mrs. Robert, 3427 Broad. 

Bethea, Mrs. Oscar, 2215 Joseph. 

Bishop, Mrs. Clarence, 3038 Upperline St. 

Blakeley, Mrs. C. C., 1522 Second St. 

Blackshear, Mrs. S. M., 623 Bourbon St. 

Blandino, Mrs. V. P., 5400 General Diaz. 

Block, Mrs. Emile, 411 Broadway. 

Blum, Mrs. Henry N., 1837 State St. 

Boudreuax, Mrs. Philip A., 5400 York St. 

Bowie, Mrs. Elezar R., 5345 St. Charles Ave. 

Boyce, Mrs. Fred T., 500 Audubon St. 

Braunstein, Mrs. Albert L., 3608 State St. 

Briel, Mrs. George, 339 W. Livingston PI. 

Brierre, Mrs. J. C., 4679 St. Roch Ave. 

Browne, Mrs. Donovan C., 4920 St. Charles Ave. 

Browne, Mrs. E. Z., 1729 Pine St. 

Brown, Mrs. Chas. L., 27 Neron Place. 

Brown, Mrs. Cuthbert J., 600 Polk Ave. 

Brewster, Mrs. H. F., 6501 Oakland Dr. 

Brewster, Mrs. W. Rogers, 7918 Freret St. 

Buffing ton, Mrs. Wiley R., 1206 Hibernia Bank 
Bldg. 

Burger, Mrs. Otto J., 2036 Palmer Ave. 

Burns, Mrs. Edgar, 4419 St. Charles Ave. 

Burt, Mrs. Lawrence, 2321 State St. 

Butterworth, Mrs. W. W., 3914 Prytania St. 

Caine, Mrs. Ansel M., 5301 St. Charles Ave. 

Caire, Mrs. Arthur Jr., 2130 Octavia St. 

Cairns, Mrs. A. B., 2922 Bore St. 

Caldwell, Mrs. Guy A., 1640 State St. 

Callender, Mrs. J. C., 2027 So. Salcedo St. 

Campagna, Mrs. Maurice, 2912 Napoleon Ave. 

Ciaravella, Mrs. J. M., 3705 Piedmont Dr. 

Carlomagno, Mrs. Fernando, 2715 Esplanade Ave. 

Carter, Mrs. Philip J., 3122 Louisiana Ave. 

Charbonnet, Mrs. L. Sidney Jr., 2417 Broadway. 

Chetta, Mrs. Nicholas, 3823 Octavia St. 

Ciolina, Mrs. Joseph J., 4486 St. Roch Ave. 

Cohn, Mrs. Isidore, No. 2 Everett Place. 

Cohen, Mrs. Hyman, 630 Burdette St. 

Cole, Mrs. Grenes, 4929 St. Charles Ave. 

Cole, Mrs. James C., 2207 Octavia St. 

Colvin, Mrs. Samuel Harvey, 1606 Pine St. 

Countiss, Mrs. Eugene, 6042 Prytania St. 

Daly, Mrs. O. P., 1578 Calhoun St. 

D’Antoni, Mrs. Joseph, 1825 Calhoun St. 

Danna, Mrs. Pascal, 1619 Eighth St. 

Davidson, Mrs. Jules Myron, 100 Fontainbleau Dr. 

Debuys, Mrs. Lawrence, 1417 Delachaise St. 

DeCamp, Mrs. Paul T., 1835 General Pershing St. 

DeLaureal, Mrs. Boni, 3025 Prytania St. 

de la Houssaye, Mrs. Roy, 4917 St. Charles Ave. 

Delery, Mrs. Lucien, No. 9 Forest Dr. 

Dempsey, Mrs. George, 1236 Jackson Ave. 

DeReyna, Mrs. Geo., 8211 Apricot St. 

DeVerges, Mrs. Philip, 4706 Canal St. 

Dicks, Mrs. John F., 1595 Exposition Blvd. 

Dixon, Mrs. J. Leonard, 37 Nasturtium Lane. 

Dozier, Mrs. Horace B., 8234 Palm St. 


Dubert, Mrs. John C., 1160 City Park Ave. 
Duffy, Mrs. Morris, 2229 Pine St. 

Dunlap, Mrs. C. E., 7431 Hampson St. 

Dunn, Mrs. John S., 8410 Pontchartrain Blvd. 
Dupuy, Mrs. Homer Jr., 4701 Pitt St. 

Efron, Mrs. Bernard, 4103 Vendome Place. 
Ernst, Mrs. Oliver 911 State St. 

Everett, Mrs. Peter, 543 Broadway. 

Faivre, Mrs. Geo. W., 4333 So. Prieur St. 
Farrior, Mrs. Brown, 3025 Prytania St. 
Fatter, Mrs. Esmond A., 3421 Canal St. 
Fatter, Mrs. Mervin E., 4325 Jena St. 
Feingold, Mrs. Marcus, 4206 St. Charles Ave. 
Feldner, Mrs. Geo. D., 3814 Louisiana Ave. 
Fenner, Mrs. Erasmus D., 6323 St. Charles Ave. 
Fenno, Mrs. Fred, 1630 Napoleon Ave. 
Flowers, Mrs. John R., 1705 General Pershing St. 
Fontenelle, Mrs. I. L., 3424 St. Claude Ave. 
Fresh, Mrs. Chester, 223 Dodge Ave. 
Friedrichs, Mrs. Andrew, 7903 Freret St. 
Fuchs, Mrs. Val H., 1625 Broadway. 
Gambino, Mrs. Frank, 2914 Esplanade Ave. 
Gaines, Mrs. S. R., 619 Toulouse St. 

Garcia, Mrs. Manuel, No. 37 Neron Place. 
Garcia, Mrs. John E., 6414 Louis 14th St. 
Gathe, Mrs. Geo., 4223 So. Roman St. 
Gately, Mrs. T. T., 4132 Vendome Place. 
Gessner, Mrs. Herman B., 119 Audubon Blvd. 
Gooch, Mrs. John B., 3021 State St. 
Goldberg, Mrs. Max, 2300 Joseph St. 
Goldman, Mrs. Abe, 3706 Vincennes Place. 
Goldman, Mrs. Dan W., 2519 Napoleon Ave. 
Gorman, Mrs. C. E., 2637 Wisteria St. 
Grant, Mrs. Geo. B., 1328 Webster St. 
Guidry, Mrs. Edwin R., 720 Broadway. 
Harris, Mrs. Wm. H., 1325 So. Carrollton Ave. 
Harris, Mrs. Wm. H. Jr., 2519 Lowerline St. 
Harrison, Mrs. Roy B., 2327 Napoleon Ave. 
Hattaway, Mrs. M. M., 2814 State St. 
Hauser, Mrs. Geo. B., 3625 St. Claude Ave. 
Hebert, Mrs. Aynaud F., 2013 Napoleon Ave. 
Henthorne, Mrs. J. C., 1445 Joseph St. 
Herring, Mrs. John, 1229 Cadiz St. 

Hines, Mrs. Merril O., 5820 Hurst St. 
Holbrook, Mrs. Chas. S., 1737 Calhoun St. 
Holmes, Mrs. John A., 2437 Jefferson Ave. 
Howles, Mrs. J. K., 1938 State St. 

Hyman, Mrs. David, 4012 Vendome Place. 
Jacobs, Mrs. Adolph, 2616 Napoleon Ave. 
Jamison, Mrs. Chaille, 1524 Seventh St. 
Jaubert, Mrs. Francis L., 5624 St. Charles Ave. 
Joachim, Mrs. Otto, 4506 St. Charles Ave. 
Johnson, Mrs. C. M., 1205 Jefferson Ave. 
Kahle, Mrs. H. R., 1523 Pleasant St. 

Kahle, Mrs. P. Jorda, 1525 Webster St. 
Kaplan, Mrs. I. W., 1229 Second St. 
Kaplan, Mrs. Murrel, 4601 So. Claiborne Ave. 
Kelleher, Mrs. Robert C., 1462 State St. 
Knolle, Mrs. Wilkes, 4302 So. Roman St. 
Kohlmann, Mrs. Wm., 1330 Eleanore St. 
Kuhn, Mrs. Lloyd, 4317 So. Miro St. 
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Woman's Auxiliary 


Lacroix, Mrs. Paul G., 3132 State St. 
Landry, Mrs. Jerome E., 2336 Milan St. 
Landry, Mrs. Lucian H., 1809 Jefferson Ave. 
LaNasa, Mrs. Joseph, 4031 Delgado Dr. 
Lastrapes, Mrs. Paul B., 4459 Spain St. 
Lawson, Mrs. Edwin H., 7610 Nelson St. 
Leckert, Mrs. Edmond L., 1214 Nashville Ave. 
Leggio, Mrs. Louis, 8300 Sycamore St. 
LeJeune, Mrs. Francis E., 49 Audubon Blvd. 
Leslie, Mrs. Alan, 2210 Jefferson Ave. 
Letten, Mrs. A. H., 2310 Napoleon Ave. 
Levert, Mrs. Edward L., 7714 Jeannette St. 
Levy, Mrs. Lewis H., 928 Moss St. 

Levy, Mrs. Louis, 25 Newcomb Blvd. 

Levy, Mrs. Lois K., 3936 Toledano St. 

Longo, Mrs. D. V., 2701 Octavia St. 

Loria, Mrs. Frank L., 223 Audubon Blvd. 
Lynch, Mrs. M. G., 2024 Audubon St. 

Lyons, Mrs. Randolph, No. 19 Rosa Park. 
Lyons, Mrs. Morgan, No. 19 Newcomb Blvd. 
Lyons, Mrs. Shirley C., 2619 Octavia St. 
Lyons, Mrs. Marcy, 1735 Nashville Ave. 
Macdiarmid, Mrs. Geo., Pontchartrain Hotel. 
Maes, Mrs. Urban, Pontchartrain Hotel. 
Magabgab, Mrs. Anees, No. 2 Versailles Blvd. 
Magee, Mrs. Henry C., 4024 Vincennes Place. 
Mahorner, Mrs. Howard R., 1730 Palmer Ave. 
Mailhes, Mrs. Roger, 7800 Nelson St. 
Mallowitz, Mrs. M., 7333 Jeannette St. 

Mattes, Mrs. A., 2419 Soniat St. 

May, Mrs. C. P., 416 Lowerline St. 
McComisky, Mrs. A. J., 4414 Galvez St. 
McLean, Mrs. Lee, 1730 Audubon St. 
Mellhenny, Mrs. Paul, 1313 Philip St. 
MeNair, Mrs. S. B., 4735 Franklin Ave. 
Medina, Mrs. M. L., 1591 Esplanade Ave. 
Menendez, Mrs. Joseph, 4210 So. Broad St. 
Menville, Mrs. Leon, 66 Fontainbleau Dr. 
Meyer, Mrs. Monte F., 5525 So. Galvez St. 
Miangolarra, Mrs.. Chas., 4640 DeMontluzin. 
Michel, Mrs. M. L., 1591 Exposition Blvd. 
Midlo, Mrs. Chas., 2436 Jefferson Ave. 

Miller, Mrs. M. O., No. 2 Audubon Place. 
Monte, Mrs. Louis A., 3226 Louisiana Ave. 
Moor, Mrs. Ruble, 1521 Amelia St. 

Mundt, Mrs. L. K., 1235 Jackson Ave. 
Murphy, Mrs. Daniel, 127 So. Soloman St. 
Musser, Mrs. John H., 1427 Second St. 
Nadler, Mrs. Sam B., 3039 Octavia St. 
Nelson, Mrs. Edward W., 2224 Palmer Ave. 
Nix, Mrs. James T., 2140 Carrollton Ave. 
Norment, Mrs. R. L., 3351 Roger Williams St. 
Ochs, Mrs. Louis, 5700 St. Charles Ave. 
Odom, Mrs. Chas. B., 7821 Belfast St. 
O’Ferrall, Mrs. J. T., 1506 Louisiana Ave. 
Oriol, Mrs. Raymond, 5219 So. Derbigny St. 


Peacock, Mrs. Cassius, L., 8415 So. Claiborne Ave. 


Penick, Mrs. Rawley, 1329 Seventh St. 
Perret, Mrs. J. M., 1305 So. Carrollton Ave. 
Phillips, Mrs. Percy A., 3113 Louisiana Ave. 
Polmer, Mrs. Nathan, 2207 Carondelet St. 


Prieto, Mrs. Alberto, 842 Broadway. 

Rateau, Mrs. Jules B., 6015 St. Charles Ave. 
Reddock, Mrs. Joseph, No. 62 Fontainbleau Dr. 
Reed, Mrs. W. A., 2730 Octavia St. 

Rein, Mrs. W. J., 3613 Napoleon Ave. 

Riera, Mrs. R. B., 825 Broadway. 

Renken, Mrs. Paul W., Allard Blvd. 
Rivenbark, ‘Mrs. W. C., 5918 Coliseum St. 
Robinson, Mrs. C. R., 2609 Nashville Ave. 
Roeling, Mrs. Geo. F., 3501 Napoleon Ave. 
Roeling, Mrs. Wm. H., 4665 Franklin Ave. 
Romano, Mrs. Sam A., 1507 Dufossat St. 
Rosenthal, Mrs. Jonas A., 5355 St. Charles Ave. 
Rosenthal, Mrs. Simon, 2632 Napoleon Ave. 
Rothchild, Mrs. Herbert, 85 Versailles Blvd. 
Rougelot, Mrs. Robert Jr., 6368 Louis 14th St. 
Russell, Mrs. Howard, 1674 Jefferson Ave. 
Salatich, Mrs. P. B., 1304 So. Carrollton Ave. 
Sanders, Mrs. John, 6100 St. Charles Ave. 
Schlesinger, Mrs. Lee, 10 Newcomb Blvd. 
Scott, Mrs. Joseph T., 3429 Octavia St. 
Seebold, Mrs. Herman, 2405 Prytania St. 
Sellers, Mrs. T. B., 1442 Nashville Ave. 
Silverman, Mrs. Dan N., 47 Versailles Blvd. 
Simon, Mrs. Sidney K., 465 Audubon Blvd. 
Simon, Mrs. Theodore, 1300 Third St. 

Smith, Mrs. Earl Conway, 3426 Upperline. 
Smith, Mrs. Victor C., 2016 Calhoun St. 
Smyth, Mrs. John, No. 7 Richmond Place. 
Socola, Mrs. Edwin, 1226 Broadway. 
Sodeman, Mrs. William A., 1695 Soniat St. 
Soniat, Mrs. Theo., 2807 Calhoun St. 
Souchon, Mrs. Edmond, 3136 Octavia St. 
Souchon, Mrs. Marion, 3530 Octavia St. 
Steele, Mrs. C. H., 2920 Bore St. 

St. Martin, Mrs. Maurice, 1920 Audubon St. 
Stone, Mrs. Kelly, 72 Fontainbleau Dr. 
Suares, Mrs. John C., 6416 Louis 14th St. 
Sustendal, Mrs. Geo., 1128 Nashville Ave. 
Taquino, Mrs. Geo., 18 Fontainebleau Dr. 
Tedesco, Mrs. Victor, 3732 Canal St. 
Tedesco, Mrs. I., 3309 St. Charles Ave. 
Teitelbaum, Mrs. M. D., 1543 Exposition Blvd. 
Tessitore, Mrs. N. J., 3934 Canal Blvd. 
Thiberge, Mrs. N. F., 497 Walnut St. 
Thomas, Mrs. Ashton, 5968 Canal Blvd. 
Tomskey, Mrs. Gilbert, 1539 Philip St. 
Tuman, Mrs. Walter C., 3627 State St. Dr. 
Unsworth, Mrs. H. R., 1215 Seventh St. 
Vella, Mrs. Joseph K., 1221 Henry Clay Ave. 
Vickery, Mrs. Eugene B., 1220 Jefferson Ave. 
Vickery, Mrs. George, 4932 Baronne St. 
Voorhies, Mrs. Norton, 624 Audubon Blvd. 
Van Studdiford, Mrs. M. T., 538 St. Peter St. 
Vincent, Mrs. Richard, 1237 Jackson Ave. 
Wahl, Mrs. Carl H., 246 Audubon Blvd. 
Wagner, Mrs. Wm., 7030 Canal Blvd. 
Walters, Mrs. Charles, 2074 Neron Place. 
Warren, Mrs. J. W., 470 Audubon Blvd. 
Watters, Mrs. Theo., 1508 Pine St. 

Weed, Mrs. John C., 816 Burdette St. 
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Weilbacher, Mrs. J. O. Jr., 5826 Clara St. 

Wells, Mrs. Joseph, 2320 Jeffersén Ave. 

Weinberger, Mrs. Herbert, 4108 Vendome Place. 

Weinstein, Mrs. B. B., 13 16 Broadway. 

Wild, Mrs. F. A. Jr., 8716 Freret St. 

White, Mrs. Arthur, 8427 Pritchard Place. 

Wilson, Mrs. Julius, 3001 Coliseum St. 

Zander, Mrs. Edwin L., 1108 City Park Ave. 
(Metairie) 

Depp, Mrs. O. R., 34 Farnham Place. 

George, Mrs. J. S., 2526 Metairie Rd. 

Gauthier, Mrs. Wm. K., 1605 Metairie Rd. 

Graffagnino, Mrs. Peter, 340 Fairway Dr. 

Green, Mrs. Max M., 361 Bellaire Dr. 

Gray, Mrs. Joel B., 127 Woodlawn Ave. 

Loomis, Mrs. L. K., 234 Dorington Blvd. 

Ochsner, Mrs. Albert, 505 Pontchartrain Dr. 

Owens, Mrs. Neal, 1806 Metairie Road. 

Tiller, Mrs. Philip M., 425 Brockenbrough Court. 

Wirth, Mrs. Willard, 402 Vincent Ave. 
(Gretna) 

Gelbke, Mrs. Carroll, No. 8 Willow Drive. 

Hindelang, Mrs. Floyd M., 905 Monroe St. 
(Algiers) 

Lecourt, Mrs. Frank, 7301 Poplar St. 

Saleeby, Mrs. J. P., 710 Belleville St. 


(Waveland, Miss.) 
Brierre, Mrs. J. Theo., P. O. Box 388. 


Associate Members 
(New Orleans) 
Brown, Mrs. Arthur Bernard, 1422 Constantinople 
St. 

Brown, Mrs. M. Earle, 8309 Pritchard. 
Faust, Mrs. Ernest Carroll, 2628 Octavia St. 
Grosjean, Mrs. Sam B., 6233 LaSalle Place. 
Hava, Mrs. Walter C., 1320 Aline St. 
Healy, Mrs. Wm. J., 2922 Milan St. 
Levy, Mrs. Leopold L., 4208 Vendome Pdace. 
Popkin, Mrs. Hugo J., 4509 So. Tonti St. 
Schoeny, Mrs. Leo. J., 27 Versailles Blvd. 
Signorelli, Mrs. Anita, 3334 Canal St. 
Tiblier, Mrs. Sidney L., 689 Broadway. 
Wahl, Mrs. J. P., 236 Audubon Blvd. 
Wolfe, Mrs. Frederick J., 5825 Fontainbleau Dr. 


(Metairie) 
Mary, Mrs. Amedee, 179 Bellaire Dr. 


OUACHITA PARISH 


President: Mrs. James E. Walsworth, 301 Park 
Ave., Monroe. 

President-Elect: Mrs. 
Island Dr., Monroe. 

Ist Vice-Pres.: Mrs. C. P. Gray, Sr., 115 Louisiana 
Ave., Monroe. 

2nd Vice-Pres.: Mrs. Frank P. Rizzo, 1111 North 
Fourth, Monroe. 

Treasurer: Mrs. Charles E. Wilds, 3902 De Siard, 

Monroe. 


A. Scott Hamilton, 1300 


Woman's Auxiliary 








Rec. Secretary: Mrs. Henson S. Coon, 601 Aubum —& Presi 











































































































Ave., Monroe. St., 
Cor. Secretary: Mrs. C. P. Gray, Jr., 1200 Fair. & Vice-! 
view Ave., Monroe. St., 
Publicity Sec.: Mrs. C. B. Flinn, 2309 Myrtle Ave, & Ree. 
Monroe. Ma 
Historian: Mrs. H. V. Collins, 1413 North 2nq & Cor. 
St., Monroe. Ale 
Members Treas 
Anderson, Mrs. D. L., 1700 North 2nd. St., Monroe, 4 
Armstrong, Mrs. R. T., 1315 North 3rd. st, & Hs 
Monroe. Al 
Bendel, Mrs. W. L., 1200 North 3rd. St. Monroe. Pi 
Bennett, Mrs. F. C., 301 K St., Monroe. Pa 
Collins, Mrs. H. V., 1413 North 2nd. St., Monroe, 
Coon, Mrs. Henson, 601 Auburn Ave., Monroe. Bark 
Cummins, Mrs. J. W., 3910 Spurgeon Dr., Monroe. Bria: 
Cutler, Mrs. Hayden, Loop Road, Monroe. Calh 
Flinn, Mrs. C. B., 2309 Myrtle St., Monroe. Al 
Gray, Mrs. C. P. Sr., 115 Louisiana Ave., Monroe, Cap] 
Gray, Mrs. C. P. Jr., 1200 Fairview, Monroe. o- 
Guerriero, Mrs. H. E., 504 Speed Dr., Monroe. Chie 
Hamilton, Mrs. A. Scott, 1300 Island Dr., Monroe, Cul 
Hill, Mrs. C. H., 1617 Park Ave., Monroe. fe 
Hirsch, Mrs. D. I., Hudson Lane, Monroe. Bons 
Johnson, Mrs. C. U., 504 Forsythe Ave., Monroe, Fost 
LaCour, Mrs. B. J., 1509 North 5th. St., Monroe. Gah 
Marx, Mrs. Fred, 606 Bres Ave., Monroe. A 
Milam, Mrs. D. T., 1704 Island Dr., Monroe. fen 
Moore, Mrs. D. M., 1209 Park Ave., Monroe. Gre 
Murphy, Mrs. J. W., 1012 Jackson St., Monroe. es 
McConnell, Mrs. J. E., 4210 De Siard, Monroe. Her 
McHenry, Mrs. A. G., 1810 Riverside Dr., Monroe. Hor 
Perot, Mrs. P. L., 1405 Park Ave., Monroe. A 
Peters, Mrs. A. L., Edgewater Gardens, Monroe. — 
Pracher, Mrs. John, 1403 Emerson, Monroe. Kla 
Rizzo, Mrs. F. P., 1111 North 4th St., Monroe. A 
Scott, Mrs. Wood H., Edgewater Gardens, Monroe. 7 
Simonton, Mrs. R. M., 204 Mulberry, Monroe. a 
Shaw, Mrs. C. T., 1408 B South 4th. St., Monroe. Ma 
Shlenker, Mrs. L. L., 504 Hilton, Monroe. ; 
Snellings, Mrs. J. G., 2101 Marie Pl., Monroe. Mil 
Talbot, Mrs. Ralph J., 200 Arkansas Ave., Monroe. Me 
Tisdale, Mrs. A. D., 2924 Gordon Ave., Monroe. On 
Varino, Mrs. G. A., 211 Pine St., Monroe. Pa 
Vaughn, Mrs. J. B., 305 K St., Monroe. Pe. 
Walsworth, Mrs. J. E., 301 Park Ave., Monroe. 
Wilda, Mrs. Chas., 3902 De Siard, Monroe. Pi 
Wolff, Mrs. Irving, 1514 Park Ave., Monroe. Qu 
Wright, Mrs. George, 1005 So. Grand St., Monroe. Rs 
Calvert, Mrs. E. G., 109 Cypress St., West Monroe. Re 
Gallaspy, Mrs. G. T., 209 North 7th. St., West Sr 
Monroe. 
Carroll, Mrs. E. L., Columbia. T 
Pankey, Mrs. J. H., Ferriday. W 








Spencer, Mrs. B. E., Sterlington. 
Willey, Mrs. Felix, Mer Rouge. 


RAPIDES PARISH 


President: Mrs. H. P. Forsyth, 2010 Jackson, 
Alexandria. 


























Woman's Auxiliary 


President-Elect.: Mrs. James A. White, 1814 Marye 
St., Alexandria. 

Vice-President: Mrs. R. U. Parrott, 2451 Alma 
St., Alexandria. 

Rec. Secretary: Mrs. Herman B. Quantz, 2017 
Marye St., Alexandria. 

Cor. Secretary: Mrs. B. H. Texada, 1740 White, 
Alexandria. 

Treasurer: Mrs. N. M. Brian, Jr., 2333 Hill St., 
Alexandria. 
Historian: Mrs. 
Alexandria. 
Parliamentarian: Mrs. M. B. Pearce, 1001 City 

Park Blvd., Alexandria. 


C. C. Pierson, Mimosa Place, 


Members 


Barker, Mrs. H. O., Horseshoe Road, Alexandria. 

Brian, Mrs. N. M. Jr., 2333 Hill St., Alexandria. 

Calhoun, Mrs. S. L., 2241 Thorton Court, 
Alexandria. 

Cappel, Mrs. J. T., 1741 Thornton Court, Alex- 
andria. 

Chicola, Mrs. V. F., 1710 Stanford St., Alexandria. 

Culpepper, Mrs. A. L., 226 Bolton Ave., Alex- 
andria. 

Forsyth, Mrs. H. P., 2010 Jackson St., Alexandria. 

Foster, Mrs. M. H., 2107 Albert St., Alexandria. 

Gahagen, Mrs. H. C., 823 City Park Blvd., 
Alexandria. 

Gandy, Mrs. E. R., 1937 Jackson St., Alexandria. 

Gremillion, Mrs. L. D., 2038 Albert St., Alexandria. 

Hardy, Mrs. H. H. Jr., 2480 Midway, Alexandria. 

Herrington, Mrs. C. P., 2510 Ave A., Alexandria. 

Honigman, Mrs. Milton A., 2006 Turner St., 
Alexandria. 

Jones, Mrs. Earl, 631 Jackson St., Alexandria. 

Klamke, Mrs. Edmond G., 2059 Albert 
Alexandria. 

Lampert, Mrs. Ralph, Park Place Dr., Alexandria. 

Landrum, Mrs. J. H., 2203 White St., Alexandria. 

Masterson, Mrs. R. G., 2825 Vance St. Ext., 
Alexandria. 

Miller, Mrs. R. E. C., 1732 White St., Alexandria. 

McBride, Mrs. W. M., 1836 Albert St., Alexandria. 

Owens, Mrs. O. B., 1026 Bolton Ave., Alexandria. 

Parrott, Mrs. R. U., 2451 Alma St., Alexandria. 

Pearce, Mrs. M. B., 1001 City Park Blvd., 
Alexandria. 

Pierson, Mrs. Clarence, Mimosa Place, Alexandria. 

Quantz, Mrs. H. C., 2017 Marye St., Alexandria. 

Rand, Mrs. P. K., Vance Ave. Ext., Alexandria. 

Rozier, Mrs. J. S., 2442 Northview Dr., Alexandria. 

Smith, Mrs. G. W., 1936 Thornton Court, 
Alexandria. 

Texada, Mrs. B. H., 1740 White St., Alexandria. 

Welch, Mrs. James W., 529 Park Place Dr., 
Alexandria. 


White, Mrs. H. A., 2618 Vance Ave., Alexandria. 


St., 


White, Mrs. J. A. Jr., 1814 Marye St., Alexandria. 
Barber, Mrs. D. B., 1911 Military Hgwy., Pineville. 
Foster, Mrs. R. H., Central La. Hospital, Pineville. 
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Freiman, Mrs. M. S., Central La. Hospital, Pine- 
Ville. 

Welch, Mrs. James, Central La. Hospital, Pineville. 

Winters, Mrs. A. C., Forest Heights, Pineville. 

Lett, Mrs. J. R., Lecompte, La. 


ST. TAMMANY PARISH 


President: Mrs. Thomas 23rd. Ave., 
Covington. 

Vice-Pres.: Mrs. R. Carl Young, 1811 Jahncke 
Ave., Covington. 

Treasurer: Mrs. B. B. Warren, 621 Rutland St., 


Covington. 


Healy, 


Members 


Cannon, Mrs. Herbert E., Covington. 
Gautreaux, Mrs. Henry E., Covington. 
Healy, Mrs. Thomas J., Covington. 
Simmons, Mrs. Walter D., Covington. 
Warren, Mrs. B. B., Covington. 

Young, Mrs. Roy Carl, Covington. 
Griffith, Mrs. John, Slidell. 


TANGIPAHOA PARISH 


President: Mrs. J. DeLoach Thames, Hammond. 

President-Elect: Mrs. Marshall Scarles, Hammond. 

Vice-President: Mrs. A. J. Feder, Independence. 

Secretary: Mrs. A. T. Montagnino, Independence. 

Treasurer: Mrs. C. D. Alessi, Hammond. 
Members 

Alessi, Mrs. C. D., Hammond. 

Cali, Mrs. S. J.,. Hammond. 

Searles, Mrs. Marshall, Hammond. 

Thames, Mrs. J. DeLoach, Hammond. 

Wiginton, Mrs. M. C., Hammond. 

Dileo, Mrs. S. J., Independence. 

Feder, Mrs. A. J., Independence. 

Genovese, Mrs. Chas., Independence. 

Montagnino, Mrs. A. T., Independence. 

Lipscomb, Mrs. Collins P., Ponchatoula. 

Scott, Mrs. Glenn T., Ponchatoula. 

McClendon, Mrs. J. H., Amite. 

Rosen, Mrs. I. L, Springfield. 


TERREBONNE PARISH 


President: Mrs. Williard Ellender, Houma. 
Vice-President: Mrs. Ernest Ellender, Houma. 
Treasurer: Mrs. Roy St. Martin. 

Members 
Collins, Mrs. Samuel Clark, Houma. 
Ellender, Mrs. S. Ernest, Houma. 
Ellender, Mrs. Rudolph, Houma. 
Houston, Mrs. Matt F., Houma. 
Landry, Mrs. Saul F., Houma. 
St. Martin, Mrs. Roy, Houma. 
St. Martin, Mrs. Thaddeus I., Houma. 


MEMBERS-AT-LARGE 
ACADIA PARISH 


Faulk, Mrs. E. C., Rayne. 
Gillespie, Mrs. G. B., Rayne. 
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Mauboules, Mrs. L. P., Rayne. 
Faulk, Mrs. J. W., Crowley. 
Francez, Mrs. Z. J., Crowley. 
Gardiner, Mrs. H. L., Crowley. 
Morgan, Mrs. A. R., Crowley. 
Nockton, Mrs. R. A., Crowley. 
Taylor, Mrs. Miles, Crowley. 
Fontenot, Mrs. G. G., Morse. 


LINCOLN PARISH 
Fey, Mrs. W. P., Ruston. 
Foster, Mrs. F. L., Ruston. 
Thomas, Mrs. John A., Ruston. 
Young, Mrs. Emmett J., Ruston. 


MOREHOUSE PARISH 


Maddry, Mrs. Edgar L., Oakridge. 
Rawls, Mrs. Jack L., Bastrop. 


Woman’s Auxiliary 


Sims, Mrs. S. IL., Bastrop. 
Williams, Mrs. Guy D., Mer Rouge. 


EAST CARROLL PARISH 


Terral, Mrs. Forest, Lake Providence. 


SECOND DISTRICT 


President: Mrs. P. A. Donaldson, Reserve. 

Treasurer: Mrs. Alvin St. Amant, Reserve. 
Members 

Clayton, Mrs. John Earle, Norco. 

Landry, Mrs. Paul, Norco. 

Donaldson, Mrs. P. A., Reserve. 

St. Amant, Mrs. Alvin, Reserve. 

Campbell, Mrs. Stephen, Hymel. 

Fernandez, Mrs. J. R., Wallace. 

LaBruyere, Mrs. P. P., Marrero. 

Massony, Mrs. J. J., Westwego. 





